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Better disease care behaviors in youth with type 1 diabetes (T1D) are strongly 
related to better metabolic control (HbA1c).  However, HbA1c results are only available, 
on average, every three months, and may not accurately capture intricacies of blood 
glucose fluctuations.  Youth then must rely on blood glucose levels obtained throughout 
the day to determine which disease care behaviors to perform to maintain optimal 
metabolic control.  Youth may have difficulty performing these disease care behaviors 
properly or consistently, which makes parental monitoring a crucial aspect of the diabetes 
regimen.  Additionally, youth who experience frequent or severe hypoglycemia may 
develop a fear of hypoglycemia, which may impact their disease care behaviors and 
blood glucose levels directly. 
Average blood glucose levels strongly related to HbA1c which verifies HbA1c as 




   
(ADRR) index had a stronger relation to HbA1c than Mean Amplitude of Glycemic 
Excursions (MAGE) index; however, the percentage of blood glucose levels below, 
within, and above range may be the best indicator of glycemic variability, as it is more 
easily calculated and understood.  More parental monitoring related to more diabetes 





















Blood Glucose Monitoring and Metabolic Control in Youth with Type 1 Diabetes: 
Relation to Disease Care 
 
Type 1 diabetes (T1D) is a chronic illness that affects 0.22% of youth in the 
United States and involves a variety of disease care behaviors.  Adherence to the diabetes 
care regimen, critical for avoidance of health complications over time, is measured by 
glycosylated hemoglobin (HbA1c) levels; however, these are only available, on average, 
every three to four months to guide disease care decisions.  Blood glucose monitoring is 
an alternate way to measure adherence to disease care, and in contrast to the average of 
HbA1c over a longer period, youth can use blood glucose monitors several times a day to 
measure and adjust acute fluctuations.  These glycemic fluctuations, if chronic, may lead 
to long-term health complications.  Psychosocial factors, such as youth and parent fear of 
hypoglycemia and parental monitoring, can affect youth disease care behaviors, blood 
glucose levels, and ultimately metabolic control. 
The proposed study will examine blood glucose data and frequency of blood 
glucose monitoring as it relates to HbA1c.  Blood glucose levels have been significantly 
related to HbA1c levels in a number of studies; however, to this date, blood glucose data 
has not been delineated into categories of below, within, and above the ADA 
recommended levels.  Separation of blood glucose data into categories may reveal a 
clearer picture of the association.  The contribution by youth and parent fear of 
hypoglycemia to the relation between HbA1c and blood glucose levels below, within, and 
above range will be examined.  Glycemic variability has also been shown to have a 
strong relation to HbA1c, but measures of glycemic variability have not been assessed in 
depth to this date.  Two measures of glycemic variability, Average Daily Risk Range 
(ADRR) and Mean Amplitude of Glycemic Excursions (MAGE), will be compared to 
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determine which is more closely correlated with HbA1c.  Finally, the impact of parental 
monitoring on prevention and intervention behaviors in response to blood glucose levels 
will be examined. 
T1D will be explained first, followed by a description of metabolic control and 
two methods of assessing metabolic control.  Then, the youth diabetes regimen will be 
introduced and disease care behaviors explained.  Lastly, youth and parent fear of 
hypoglycemia and parental monitoring will be examined to determine the relation to 
metabolic control.  The relations between psychosocial factors, disease care behaviors, 
and indicators of metabolic control will be examined in the context of bioecological 
theory. 
Type 1 Diabetes 
Type 1 diabetes (T1D) is an autoimmune disease with short- and long-term health 
complications (Singer, Coley, Samet, & Nathan, 1989).  T1D accounts for approximately 
10% of all cases of diabetes, with 215,000 youth diagnosed in 2011 (American Diabetes 
Association [ADA], 2011). T1D is characterized by immune system destruction of the 
insulin-producing cells of the pancreas.  Insulin allows glucose obtained from nutritional 
intake to permeate the cellular membrane for energy and stimulates liver and muscle cells 
to store glucose as glycogen (Johnson, 1988). When insulin is destroyed, the body is 
unable to regulate blood glucose levels, and excess glucose accumulates in the blood 
(Johnson, 1988).  When glucose from nutritional intake enters the bloodstream, it merges 
with red blood cells in a process called glycosylation (Cnop et al., 2005).  With excess 
glucose in the blood, more hemoglobin is glycosylated, which results in higher HbA1c 
levels (Fishbein & Palumbo, 1995).   
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If the multifaceted diabetes regimen is not followed, both long term and acute 
complications can result.  Ideally, all individuals in a youth’s environment must 
understand and participate in the diabetes treatment of a youth to avoid complications.  
Acute complications may include hyperglycemia or hypoglycemia, which result in 
symptoms of dizziness, confusion, weakness, hunger, thirst, and irritability (Johnson, 
1988).  Long term complications include organ damage due to retinopathy, neuropathy, 
and nephropathy (ADA, 2011; Expert Committee on the Diagnosis and Classification of 
Diabetes Mellitus, 2002). 
Diabetes in the Context of Bioecological Theory 
 Diabetes is a chronic illness influenced by biological, psychological, and social 
factors within the family.  The bioecological theory views a youth’s context as a set of 
nested structures, or structures within structures, which highlight the transactional nature 
of human development (Bronfenbrenner, 1977).  A youth primarily exists in his or her 
home, which is the foundation for development; secondary settings, such as school, 
surround this primary environment and influence a youth’s growth.  Furthermore, a 
youth’s interpersonal interactions have reciprocal influence, and youth affect others’ 
development as well.  A youth is the center of his or her individual ecosystem, and the 
proximal surrounding environment is the microsystem.  A microsystem is a set of 
interactions between a youth and his or her immediate environment.  This setting is a 
place where a youth engages in activities in distinct roles for periods of time. An example 
of a youth’s microsystem is home or school, two places where a youth’s functions 
conspicuously differ.  Parental monitoring primarily exists at this level of a youth’s 
ecosystem; straightforward interactions between a youth and parent most commonly take 
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place at home, which is also where most disease care behaviors are anchored.  Because 
most of a youth’s diabetes supplies are at home, and a youth’s day begins and ends in the 
home, it is important for a parent to be involved in the daily routine to provide a stable 
framework for the diabetes regimen. 
The second layer of a youth’s ecology is the mesosystem, which is a system of 
microsystems.  An example of a mesosystem is the interrelation between a youth’s school 
and home.  This is a vital transition for a youth with T1D; if their diabetes regimen is 
inconsistent between these two systems, metabolic control may suffer due to resultant 
glycemic excursions (Silverstein et al., 2005).  External to the microsystem is the 
exosystem, which is the connection between two or more settings, one of which does not 
ordinarily encompass a youth.  An example is a youth’s home and a parent’s workplace.  
A parent preoccupied with thoughts of work may forget to monitor their youth’s blood 
glucose as frequently as recommended.  These examples show the influence exerted by 
parental monitoring at these levels of a youth’s environment, and potential availability to 
monitor or make modifications to the disease care regimen. 
The outermost ring of Bronfenbrenner’s ecological model is the macrosystem, 
which prototypically exists as society and sets patterns for activities and structures to 
occur at the concrete level.  This includes culture and social beliefs.  A youth who 
believes he or she should be embarrassed about having T1D is likely to modify his or her 
behavior accordingly, which may result in a reduction in blood glucose monitoring, or 
refusal to administer insulin in response to hyperglycemia.  Any decline in self-care 
behaviors resulting from transactions at any systems level may affect metabolic control. 
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Bronfenbrenner postulated that the four levels of a developing youth’s ecosystem 
change over time, and emphasizes interactions between a youth and his or her 
environment, as well as interactions between levels (1977).  The transactional framework 
should be in the forefront when considering youth development.  In the structure of 
psychosocial development, a youth who is predisposed to anxiety is influenced by 
interactions he or she has within the microsystem, exchanges between mesosystems, and 
exosystems.  The macrosystem sets a larger cultural context which influences all levels 
and interactions as well, resulting in the emergence or absence of disease-specific 
anxiety, fear of hypoglycemia, in a youth.  Within these contexts, a youth’s fear of 
hypoglycemia may be influenced or catalyzed by a parents’ anxiety, and potentially 
causes a reinforcement loop of anxious interactions. 
Factors to be examined in this study exist at the micro-, macro-, and exosystem 
level.  A youth’s fear of hypoglycemia relates to behavior at home and interactions with 
family members.  Anxiety may manifest itself in avoidance behaviors such as avoidance 
of insulin injection.  Interpersonal interactions also may become strained due to a youth’s 
anxious emotional state, or a parent’s reaction to a youth’s reduced self-care behaviors.  
Hypoglycemia, hyperglycemia, and glycemic excursions effect physical and emotional 
reactions to the micro- and macro-systems.  Finally, parental monitoring affects the 
micro- and macro-systems, and is influenced by the exosystem.  Consistency in the 
diabetes regimen is crucial, and parental monitoring is necessary for this stability across 
microsystems. The exosystem sets a larger stage for attitudes about diabetes care.  These 
bonds are bidirectional transactions, which embodies youth development.  A chronic 
illness like T1D adds a layer of complexity to the theoretical model. 
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Hyperglycemia 
Hyperglycemia occurs with too little insulin in the body to allow cellular uptake 
of blood glucose, typically identified when blood glucose levels exceed 200 milligrams 
of glucose per deciliter of blood (mg/dL).  Symptoms of hyperglycemia include frequent 
urination, increased thirst and appetite, blurred vision, fatigue, and weight loss 
(Silverstein et al., 2005).  If not treated properly, hyperglycemia may lead to diabetic 
ketoacidosis (DKA), a state in which the body metabolizes fat for energy, and creates 
ketones that accumulate in the bloodstream and are expelled through the urine (Scibilia, 
Finegold, Dorman, Becker, & Drash, 1986). Symptoms of DKA include nausea, 
vomiting, and dry mouth.  Treatment for DKA consists of fluid replacement, electrolyte 
replacement, insulin therapy, or exercise (Scibilia et al., 1986).  Left alone to manage 
mild or moderate hyperglycemia, many youth do nothing (Johnson, Perwien, & 
Silverstein, 2000; Wysocki, Greco, & Buckloh, 2003).  Determination of the relation 
between intervention and prevention behaviors taken by youth and parental monitoring 
will help explain how to improve disease care behaviors among youth with T1D. 
Hypoglycemia 
Hypoglycemia occurs when blood glucose drops below 70 mg/dL, indicating 
insufficient fuel for bodily needs.  Symptoms include shakiness, dizziness, headache, and 
difficulty paying attention.  Cognitively, patients also may experience declines in 
planning and decision making, attention to detail, and reaction time (Ryan et al., 1990).  
If untreated with glucose, hypoglycemia can lead to seizures, coma, and ultimately death.  
The American Diabetes Association (2011) recommends hypoglycemia be treated with 
15 to 20 grams of carbohydrates or sugars, wait 15 minutes, retest and repeat as needed 
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until euglycemia is achieved.  Youth are more likely to take corrective action with 
hypoglycemia, but often overtreat such that it is followed by an episode of hyperglycemia 
(Hardin, 2004; Susman-Stillman, Hyson, Anderson, & Collins, 1997; Wysocki et al., 
2003).  Younger age is a consistently reported risk factor for hypoglycemic episodes, 
with rates in preschool-age youth three-fold higher than those in adolescents, suggesting 
a need for more parent or adult monitoring (Bognetti et al., 1997; Levine, Anderson, 
Butler, Brackett, & Laffel, 2001).  Other reported risk factors include lower HbA1c levels 
(DCCT, 1993; Mortensen & Hougaard, 1997), male gender (Davis et al., 1998), and 
longer duration of diabetes (Bott, Bott, Berger, & Mühlhauser, 1997; DCCT, 1993).  
While lower blood glucose levels correlate with better metabolic control (p < 0.001) and 
fewer long-term diabetes-related complications such as retinopathy (p =0.087) and 
nephropathy (p =0.042; DCCT, 1993), a greater likelihood of severe hypoglycemia is 
present.  Beyond acute hypoglycemia, more chronic cognitive sequelae such as 
diminished memory, reading impairment, and reduced visuo-spacial ability may be found 
in youth with diabetes onset before age seven, or disease duration of more than five years 
(Puczynski, Puczynski, & Ryan, 1992). 
Long-term T1D Complications 
Retinopathy is an ocular manifestation of systemic disease (ADA, 2002).  When 
blood glucose levels are consistently elevated, blood vessels are unable to contain the 
excess volume caused by higher sugar concentration and burst, ultimately leading to 
blindness if uncorrected (Mayo Foundation for Medical Education and Research 
[MFMER], 2010).  Neuropathy occurs when nerves are damaged by continuous 
hyperglycemia.  Decreased blood flow causes pain, loss of feeling in extremities, muscle 
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cramps, numbness, and weakness (MFMER, 2010).  Diabetic nephropathy is a 
progressive kidney disease caused by angiopathy of capillaries in the kidney glomeruli 
(Berkman & Rifkin, 1973).  Symptoms result from gradual kidney failure, and patients 
usually resort to kidney dialysis treatment if the disease worsens (Berkman & Rifkin, 
1973). 
The landmark Diabetes Control and Complications Trial (DCCT, 1993) found 
good metabolic control predicts a reduction in the rate and progression of future disease 
complications.  Complications are minimized if youth perform recommended disease 
care behaviors and maintain a lower HbA1c level, indicative of less glycosylation and 
better metabolic control.  Disease care behaviors must be consistent and accurate, which 
requires support from all systems within a youth’s environment. 
Metabolic Control 
Glycosylated hemoglobin (HbA1c) measures average plasma glucose 
concentration over the previous two to three months, and is a composite index of 
metabolic control (Clarke, Snyder, & Nowacek, 1985).  Research indicates that the major 
proportion of HbA1c is related to a shorter period of the previous two to four weeks, and 
may be more heavily influenced by afternoon and evening blood glucose levels (Rohlfing 
et al., 2002).  Blood glucose levels in the preceding 30 days contribute approximately 
50% to the final result, and blood glucose levels from 90–120 days earlier contribute only 
10% (Goldstein, Little, Wiedmeyer, England, & Rohlfing, 1993; Tahara, 1993).  Due to 
uneven temporal contributions to HbA1c, it has been suggested that measures of 
glycemic variability be included as indicators of overall metabolic control (Brownlee & 
Hirsch, 2006; DCCT, 1995; Hirsch & Brownlee, 2005; Kovatchev, 2006).  HbA1c is the 
 9 
   
most commonly used index of metabolic control to benchmark disease complications.  
Non-diabetic HbA1c levels range from 4% to 5.9%.  Typically, HbA1c levels in youth 
with T1D range from 6% to above 14% (Silverstein et al., 2005).  Lower scores are better 
and indicate less glucose in the bloodstream is ‘glycosylated’, or irreversibly bound to 
hemoglobin molecules.  HbA1c is higher in diabetic youth due to the lack of insulin in 
the blood and resulting excess sugar in the bloodstream.  Although HbA1c is an accurate 
overall measure of metabolic control, it does not provide information about day-to-day 
blood glucose fluctuations, or immediate, real-time feedback which patients can 
instantaneously use to make medical or lifestyle choices (Dailey, 2007). 
Once blood glucose levels are known, steps can be taken to correct high or low 
blood sugars to avoid acute complications of thirst, nausea or dizziness, and shakiness, 
respectively.  Lowered HbA1c occurs as a result of better diabetes regimen adherence; 
HbA1c is strongly correlated with average blood glucose levels in adults, ranging from (r 
= 0.62) to (r = 0.66), respectively (Derr, Garrett, Stacy, & Saudek, 2003; Service & 
O’Brien, 2007).  A very strong correlation exists between average blood glucose levels 
and HbA1c in adolescents, (r = 0.71, p < .0001; Hempe, Gomez, McCarter, & Chalew, 
2002).  Poorer metabolic control in adults is correlated with higher levels of HbA1c and 
wider fluctuations in blood glucose levels, confirming HbA1c as a good measure of 
average glycemia (Derr et al., 2003).  Although much research has examined the relation 
between average blood glucose levels and HbA1c, little of this research has been 
conducted in youth populations with T1D.  Research with pediatric populations is 
difficult to conduct, as this age group is complex.  Youth’s roles within microsystems are 
fluid during transitional periods and affect the interactional layers of a youth’s ecosystem 
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(Strawhacker, 2001).  Accounting for levels of parental monitoring is a key difference 
between adult and pediatric studies.  Parental monitoring in blood glucose levels is 
increasingly studied as a key factor related to better disease management in pediatric 
diabetes research.  Recognition and treatment of out-of-range blood glucose levels is a 
responsibility managed by many parents of youth with T1D, and decreased blood glucose 
monitoring in adolescence is frequently related to poorer metabolic control (Anderson et 
al., 2002; Ingerski, Anderson, Dolan, & Hood, 2010; Sander, Odell, & Hood, 2010). 
Glycemic Variability 
A principal factor affecting metabolic control is idiosyncratic variations in blood 
glucose events (Wearden, Hynd, Smith, Davies, & Tarrier, 2006).  Adults with T1D who 
attribute blood glucose fluctuations to individual unpredictability report poorer metabolic 
control (Wearden et al., 2006).  Researchers have begun to focus on phenotypic glycation 
responses, or individual differences in the relation between HbA1c levels and average 
blood glucose levels in individuals with similar preceding blood glucose levels.  
Phenotypic glycation responses in adolescents were examined as a possible explanation 
for the relation between average blood glucose levels and metabolic control in 
adolescents (Hempe et al., 2002).  Investigators found a strong linear correlation between 
average blood glucose levels and HbA1c in adolescents, but results suggest sample 
variability in HbA1c levels is attributable to idiosyncratic blood glucose responses among 
individuals.  Results led authors to conclude that average blood glucose levels and 
HbA1c were not interchangeable measures of metabolic control, and youth with T1D 
would benefit from more than one overall indicator of metabolic control.  Additional 
research should be conducted to explore the validity of these findings, and discern 
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whether this connection may be explained by typical hormonal fluctuations present 
during adolescence (Amiel et al., 1986) or the difficulty of parent/youth teamwork to 
manage disease care (Anderson, Ho, Brackett, Finkelstein, & Laffel, 1997; Anderson et 
al., 2002). 
Extreme glycemic variability in adults with T1D results in an activation of 
oxidative stress, which may lead to complications due to poorer metabolic control 
(Brownlee, 2001).  Oxidative stress is an imbalance between production and 
manifestation of reactive oxygen species and a biological system's ability to readily 
detoxify the reactive intermediates or to repair the resulting damage. This process can 
damage all components of the cell.  Oxidative stress is involved in many diseases, such as 
atherosclerosis, heart failure, and heart attacks (Gems & Partridge, 2008).  A wider 
fluctuation in blood glucose levels is strongly correlated with poorer metabolic control (r 
= 0.65, p < .001; Derr, Garrett, Stacy, & Saudek, 2003).  Evidence suggests disease 
complications may occur due to glycemic excursions, which may not consistently be 
reflected in HbA1c levels.  Consequently, measures of blood glucose fluctuations are 
recommended for inclusion with HbA1c as a more comprehensive marker of metabolic 
control (Brownlee & Hirsch, 2006; DCCT, 1995; Hirsch & Brownlee, 2005; Kovatchev, 
2006). 
Many methods exist by which blood glucose fluctuations are analyzed.  The 
methods investigated in this study include Average Daily Risk Range (ADRR) and Mean 
Amplitude of Glycemic Excursions (MAGE).   
Average Daily Risk Range (ADRR).  The ADRR formula requires at least 14 
days out of 30 days where three blood glucose readings were taken per day (Kovatchev et 
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al., 2006).  Blood glucose values are normalized using a logarithmic data transformation 
that matches the clinical and numerical center of the blood glucose scale, thus making the 
transformed data symmetric; without this data transformation, many parametric statistical 
assumptions are violated unknowingly.  After this transformation, investigators found the 
low blood glucose index predicted the occurrence of severe hypoglycemia (r = 0.68, p < 
0.001), the high blood glucose index predicted the occurrence or hyperglycemia (r = 
0.60, p < 0.001), and the high blood glucose index correlated with the subjects' 
glycosylated hemoglobin (r = 0.63, p < 0.001), while raw blood glucose data did none of 
those (Kovatchev, Cox, Gonder-Frederick, & Clarke, 1997).  After the data are 
transformed, blood glucose readings are converted into risk values, using all of the 
readings below the mean and all of the readings above the mean as overall indicators of 
risk for hypo- and hyperglycemia (Kovatchev et al., 2006).  The ADRR values may be 
categorized into three groups: low risk, moderate risk, and high risk.  The optimal data 
period was one month, with three to five blood glucose checks per day. 
ADRR has several attributes which set it apart from alternative measures of 
glycemic variability.  Besides creating a more balanced picture of daily fluctuations, the 
ADRR method of centering blood glucose levels also ensures greater validity and 
sensitivity of the data, rendering results clinically meaningful.  With more valid blood 
glucose data, interpretations made may be more consequential.  ADRR also significantly 
predicts the risk of severe hypo- and hyperglycemia, which other variability measures, 
and HbA1c, are unable to do.  Valid prediction of glycemic events could aid in 
identification of youth at risk for severe glycemic events, and subsequently modify 
treatment plans to improve metabolic control and reduce glycemic fluctuations.  Re-
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analysis of data suggests the ADRR captures group and/or treatment effects undetected 
by HbA1c (Cox et al., 1995).  Finally, because the transformation included in the ADRR 
calculation centers blood glucose data at zero, it may be applied to any data sample 
without parametric re-estimation or risk of violating statistical assumptions (Kovatchev et 
al., 1997).  As stated above, in contrast to previously used measures of glycemic 
variability, ADRR applies equal weight to hypo- and hyperglycemia, rendering it a 
balanced measure of overall glycemic variability than those that previously exist.  A table 
is included below.  Although the three participants have the same HbA1c level, daily 
blood glucose levels and fluctuations are very different. 
 
 
The graphical representation (Kovatchev et al., 2006) above makes it clear that in 
order to properly assess metabolic control among youth with T1D, a measure of glycemic 
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variability should be included along with the traditional HbA1c level during the 
endocrinology appointment. 
Mean Amplitude of Glycemic Excursions (MAGE).  MAGE is the other most 
prevalent method used to measure average daily fluctuations in blood glucose levels.  To 
calculate MAGE, the difference from the previous blood glucose value is calculated for 
each individual blood glucose value.  Each difference score is compared against the 
average of all blood glucose values in that day and only differences exceeding one 
standard deviation from the average are included.  The arithmetic mean of the remaining 
differences is calculated, resulting in the glycemic variability value.  Participants with 
T1D were found to have larger, or worse, MAGE values than participants without T1D, 
and “unstable diabetics” had larger MAGE values than “stable diabetics” (Service et al., 
1970).  Diabetic participants were categorized as “highly unstable,” “moderately 
unstable,” and “stable” based on their relative difficulty in maintenance of euglycemia 
throughout the study.  MAGE is strongly correlated with total variability (r = 0.89) and 
within day variability (r = 0.87), but less strongly correlated with various measures of 
between day variability, ranging from r = 0.46 to r = 0.76 (Rodbard, 2009). 
MAGE has been used in several clinical studies that measured cognitive 
performance, oral insulin efficacy and improvement in metabolic control (Marfella et al., 
2010; Rizzo et al., 2010; Rodbard, Jovanovic, & Garg, 2009).  In older adults with type 2 
diabetes (T2D), a larger MAGE was associated with poorer cognitive functioning, 
independent of HbA1c levels (Rizzo et al., 2010).  MAGE was found to decrease when 
more efficacious oral insulin was added to the insulin regimen of adults with T2D 
(Marfella et al., 2010).  Continuous glucose monitoring was found to improve MAGE, 
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HbA1c, and average blood glucose levels in adults with T1D (Rodbard et al., 2009).  
MAGE is the predominant calculation used in blood glucose data analysis for T1D and 
T2D (Monnier & Colette, 2008). 
The ADRR and MAGE indices of glycemic excursion were compared following 
development of the ADRR calculation, albeit only with adult populations.  The ADRR 
was found to better predict hypoglycemia than MAGE (Kovatchev, et al., 2006).  Authors 
maintain ADRR weighs hypo- and hyperglycemia equally, while other glycemic 
variability measures bias towards hyperglycemia.  ADRR was shown to be more 
sensitive than MAGE to the degree of glucose fluctuations, although MAGE was found 
to be more sensitive in detecting the percentage of glucose values “within range” 
(Rodbard et al., 2009).  Available evidence suggests a better understanding of the relation 
between glycemic variability measures and HbA1c will aid in monitoring overall 
metabolic control of youth with T1D, as well as tailoring care to prevent complications 
due to glycemic excursions. 
Disease Care Behaviors 
Daily recommendations for T1D include administration of insulin, adjustment of 
insulin levels in response to blood glucose levels, maintenance of a healthy diet, exercise, 
and several blood glucose level checks throughout the day (Silverstein, et al., 2005).  
Diabetes regimens vary based on youth differences, but adherence is generally defined as 
the degree to which a youth’s disease care behaviors correspond to medical or health 
advice (Haynes, 1979). 
An overall adherence rate of 50% is estimated for disease care behaviors in most 
pediatric chronic illnesses (Litt & Cuskey, 1980), but rates may vary depending on the 
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complexity of the disease care regimen, age of the patient, or whether the treatment 
regimen is short- or long-term (Sackett & Snow, 1979; Epstein & Cluss, 1982).  
Adolescents describe performance of disease care behaviors as increasingly difficult over 
time (Kovacs et al., 1989).  In a meta-analysis of 21 studies, poorer disease care 
behaviors related to higher HbA1c levels (Hood, Peterson, Rohan, & Drotar, 2009).  
Insulin regimen, nutrition, and exercise are all important factors which influence 
metabolic control; however, the frequency of blood glucose monitoring is consistently 
shown to have a strong correlation with metabolic control (Anderson, Ho, Brackett, 
Finkelstein, & Laffel, 1997; Jones et al., 2003). 
Insulin Regimen 
 The most common types of insulin regimen are Basal/Bolus regimens, 
Continuous Subcutaneous Insulin Infusion (CSII) via an insulin pump, and Multiple 
Daily Injections (MDI) (Silverstein et al., 2005).  The MDI regimen consists of two or 
three injections of short- and intermediate-acting insulin, sometimes combining both 
types into one injection.  Insulin doses are adjusted based on blood glucose readings, 
exercise, and nutritional intake.  The MDI regimen requires a strict injection schedule to 
be effective (Silverstein et al., 2005). 
Basal/Bolus regimens use short-acting boluses, or bursts, of insulin to compensate 
for meals and snacks, and long-lasting basal insulin rates to maintain consistent levels of 
insulin in the body (Silverstein et al., 2005).  Basal/Bolus regimens are more flexible than 
multiple daily injections due to the basal rate of long-lasting insulin present.  Long-
lasting insulin is typically administered in the morning to compensate for food consumed 
while the youth is awake, with supplemental short-acting insulin injections as needed. 
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Insulin pump therapy, or CSII, requires a catheter to be inserted under the skin.  
The pump continuously administers a steady flow of microunits of insulin through the 
catheter tube (Boland, Grey, Oesterle, Fredrickson, & Tamborlane, 1999).  The basal rate 
can be changed at any time, and boluses of insulin can be delivered as needed without 
injections via an indwelling catheter, provided sufficient insulin levels are available in the 
pump reservoir.  Insulin pump therapy reduces the risk of long-term complications from 
diabetes due to the continuous steady flow of insulin which better mimics natural 
physiology and results in better metabolic control (Boland et al., 1999). 
The stepwise transition from MDI to Basal/Bolus to CSII regimens includes 
qualitative changes in disease care behaviors.  While blood glucose monitoring is crucial 
for every insulin regimen, each increase in regimen intensity necessitates more frequent 
blood glucose tests, which results in better metabolic control if the new regimen is 
implemented properly (Chisholm et al, 2007).  Youth and parents should be thoroughly 
educated before a change in regimen to ensure a seamless transition.  Each regimen 
utilizes a unique combination of insulin, based on intensity and complexity. 
Frequency of Blood Glucose Monitoring 
 The ADA recommends youth check blood glucose levels four or more times a day 
(ADA, 2011; Silverstein et al., 2005).   If youth with T1D neglect aspects of their 
regimen, blood glucose levels will vary beyond the prescribed range of greater than 70 
mg/dl and less than 200 mg/dl, and ultimately result in poorer HbA1c levels if prolonged 
(Hood, Rohan, Peterson, & Drotar, 2010).  Blood glucose monitoring is a tool for youth 
to access and keep blood glucose levels within range, and frequency of blood glucose 
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monitoring is moderately correlated with metabolic control (r = 0.44, p <.02; Anderson, 
et al., 1997). 
Conventional Blood Glucose Monitoring 
Blood glucose meters allow youth to monitor if they are in an optimal blood 
glucose range, and modify disease care behaviors to stay within this range (Silverstein, et 
al., 2005).  Ideally, youth use blood glucose readings to adjust the amount of insulin 
taken, to coordinate the amount of food consumed, and to determine levels of physical 
activity.  Individual regimen differences exist; youth on MDI typically only adjust insulin 
for extreme hyperglycemia, while youth using Basal/Bolus and insulin pump regimens 
are able to make acute insulin adjustments based on unplanned snacks or exercise. 
Blood glucose meters measure the concentration of glucose in the blood.  After 
pricking a finger with a lancet, youth place a drop of blood on a test strip inserted into a 
meter, which calculates the amount of glucose in the sample.  Blood glucose monitors are 
able to calculate blood glucose levels in a matter of seconds.  This is critical, particularly 
for hypoglycemia, which can worsen rapidly.  When used correctly, glucose meters 
demonstrate a high degree of clinical accuracy on par with laboratory instruments used to 
measure blood glucose (Renard, 2005; Weinzimer et al., 2005). 
Current meters also include a clock and memory capacity which allows youth to 
review results and detect patterns in their blood glucose numbers. In a study of 47 youth 
with T1D, 74% referenced historical readings from a blood glucose meter to modify their 
diabetes regimen at least once during the four-week long study (Wysocki, Hough, Ward, 
Allen, & Murgai, 1992).  Data did not correlate significantly with HbA1c, but modestly 
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related to more diabetes knowledge and better treatment adherence (r = -0.37, p < 0.01; r 
= 0.31, p < 0.025). 
Blood glucose meters may also have other data management capabilities, which 
allow data to be downloaded to diabetes-specific computer software, where information 
can be compiled to construct charts and graphs.  Additional information such as food 
consumed and exercise may be added to form a more complete picture of the patient’s 
diabetes management.  Technological advances in meters also may allow a wireless 
connection to the user’s insulin pump, which permits diabetes information, such as 
insulin boluses and blood glucose numbers, to be viewed in one place for ease of 
treatment decisions.  Downloading blood glucose monitor data is useful because families, 
as well as a health care provider, can review a month or more of blood glucose numbers.  
A more comprehensive appraisal of the data allows youth and parents to see patterns and 
appropriately adjust treatment, if necessary. 
Nutrition 
Nutritional intake increases blood glucose levels and can be used to treat 
hypoglycemic episodes; conversely, meals and snacks require treatment with insulin to 
prevent hyperglycemia.  Little dietary research on youth with T1D is available, so healthy 
eating guidelines for all youth are encouraged (Silverstein et al., 2005).  A low-glycemic 
diet improves nutritional intake and reduces episodes of hyperglycemia due to the overall 
reduction in glycemic content of food ingested (Rovner, Nansel, & Gellar, 2009).  Total 
carbohydrate content of meals and snacks is used to establish insulin doses before eating 
(Mehta, Quinn, Volkening, & Laffel, 2009; Wolever et al., 1999).  Youth who report 
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higher levels of compliance to nutritional guidelines also report increased blood glucose 
monitoring (Mehta et al., 2008). 
Exercise 
Exercise is an effective way to lower blood glucose levels via enhanced 
absorption of cellular glucose into cells (Johnson, 1988; Silverstein et al., 2005).  Despite 
the positive effects of exercise on blood glucose, studies find no relation between adults’ 
physical fitness level and HbA1c (Campaigne, Gilliam, Spencer, Lampman & Schork, 
1984; Raile et al., 1999).  The American Diabetes Association (2011) recommends youth 
adhere to guidelines set by the Centers for Disease Control (CDC) and American 
Academy of Sports Medicine in 2009, and engage in moderate physical activity for a 
minimum of 30 to 60 minutes daily.  Youth also should monitor blood glucose levels 
before, during, and after exercise, and ingest 15 grams of carbohydrates before activity in 
order to keep blood glucose levels steady (Silverstein et al., 2005).  Before starting a new 
exercise regimen, consultation with a youth’s health care provider is recommended in the 
event insulin doses require modifications to accommodate blood glucose changes 
resulting from exercise. 
Prevention and Intervention Behaviors 
 In this study, intervention and prevention behaviors are defined as youth 
responses to and preparations for high and low blood glucose levels, respectively 
(Iannotti et al., 2006).  As mentioned above, recommendations exist that should be 
followed in order to maintain euglycemia, and when hypo- or hyperglycemia occurs, 
actions must be taken in order to return to euglycemia.  Intervention behaviors may 
include nutritional intake in reaction to hypoglycemia and insulin administration, water 
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ingestion, and exercise in response to hyperglycemia.  Prevention behaviors include 
administration of insulin before meals and snacks, or carbohydrate intake prior to 
physical activity. However, youth with T1D do not always follow guidelines, and several 
studies have attempted to integrate the layers of a child’s ecosystem in order to promote 
higher levels of disease care behaviors (Anderson, Brackett, Ho, & Laffel, 1999; Ellis et 
al., 2005).  No studies have examined the relation between parental monitoring and 
prevention and intervention behaviors in youth.  Establishment of this correlation will 
add further detail to the existing connection between parental monitoring, disease care 
behaviors, and metabolic control. 
Blood Glucose Recommendations by Age Group 
Blood glucose recommendations are separated into age groups due to different 
developmental concerns.  As the bioecological theory suggests, microsystems of youth at 
these age groups are qualitatively different; for example, younger youth may not yet 
attend school, and older youth may be employed or otherwise away from home for long 
periods of time. 
Youth under six years old may be unable to effectively convey symptoms of 
hypoglycemia (Desrocher & Rovet, 2004), and nighttime hypoglycemia is also a greater 
concern for this age group.  Further, the total caloric intake and mealtime schedule of this 
age group is less predictable, so insulin administration must be given carefully to avoid 
extreme glycemic excursions.  Glycemic excursions are characterized by variable blood 
glucose readings, with the presence of more extreme hyper- and hypoglycemia (Garg et 
al., 2006).  Before meals, recommended blood glucose levels are between 100 and 180 
mg/dl.  At bedtime and during the night, preferred levels range between 110 and 200 
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mg/dl, in order to avoid hypoglycemic episodes due to lack of caloric intake.  The ADA 
recommends an HbA1c of less than 8.5% for this age group (2011). 
For youth aged six to twelve, many concerns of the younger group are less 
significant because youth in this age group more effectively communicate the symptoms 
of hypoglycemia.  Even so, parents still need to assume primary responsibility for the 
diabetes regimen (Johnson et al., 1982).  Blood glucose levels before meals are 
recommended between 90 and 180 mg/dl, and levels before bedtime and during sleep 
between 100 and 180 mg/dl.  An HbA1c of <8% is recommended (ADA, 2011). 
For adolescents aged 13 to 19, there is more research concerning treatment 
recommendations (Silverstein et al., 2005).   Blood glucose levels before meals should be 
between 90 and 130 mg/dl and levels ranging from 90 to 150 mg/dl are advised for 
bedtime and throughout the night.  Recommended HbA1c levels are slightly higher than 
adults to avoid episodes of hypoglycemia, so the standard suggestion for this group is 
7.5% or less (ADA, 2011).   
Fear of hypoglycemia 
Youth fear of hypoglycemia.  T1D requires increased developmental 
responsibility for adolescents, which can be associated with generalized anxiety, and 
specifically, youth fear of hypoglycemia (Borus & Laffel, 2010).  Youth may develop a 
fear of hypoglycemia due to previously explained negative physical symptoms, 
unconsciousness, and the possibility of death (Gonder-Frederick et al., 2006).  Youth 
with anxiety symptoms and T1D may have elevated blood glucose levels which can 
increase anxiety because of the considerable disease care behaviors required, as well as 
possible complications if HbA1c levels are too high (Anderson et al., 2002; Anderson, 
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Miller, Auslander, & Santiago, 1981).  Fear of hypoglycemia in youth is a disease 
specific indicator of anxiety pertinent to the present investigation. 
 Hypoglycemia is the most common adverse event associated with insulin 
administration in T1D (Wild et al., 2007).  Reported incidence rates of severe 
hypoglycemia (<70 mg/dL) that can result in seizures or unconsciousness range from .02 
to 1.26 episodes per year in youth (Dammacco, Torelli, Frezza, Piccinno, & Tansella, 
1998; Davis, Keating, Byrne, Russell, & Jones, 1998; Ludvigsson & Nordfeldt, 1998; 
Mortensen & Hougaard, 1997).  Youth fear of hypoglycemia also is related to more 
frequent hypoglycemia and glycemic variability (Irvine, Cox, & Gonder-Frederick, 1992; 
Polonsky, Davis, Jacobson, & Anderson, 1992; Shiu & Wong, 2002). 
Youth may respond incorrectly to an episode of hypoglycemia, perhaps due to its 
negative cognitive effects of dizziness, light-headedness, and diminished attention 
(Johnson, Perwien, & Silverstein, 2000; Lobmann et al., 2000; Ryan et al., 1990).  
Incorrect hypoglycemic responses include checking ketones or inaction.  If youth are 
unable to effectively treat hypoglycemia and blood glucose levels drop as a result, they 
may experience seizures and unconsciousness.  Severe episodes of hypoglycemia are 
very frightening for youth with T1D and may generate or reinforce a youth and parent 
fear of hypoglycemia.  Youth may have difficulty detecting hypoglycemia; youth failed 
to detect 41% of blood glucose readings below 55 mg/dL.  Participants also incorrectly 
believed blood glucose levels to be too high, when they were too low, 11% of the time 
(Gonder-Frederick et al., 2008).  Youth also may have difficulty differentiating between 
anxiety and hypoglycemia (Polonsky et al., 1992). 
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Several studies have explored the incidence of fear of hypoglycemia in youth.  A 
history of seizures or loss of consciousness due to severe hypoglycemia relates to higher 
levels of hypoglycemic fear, greater worry about diabetes, and a greater negative impact 
of diabetes on a youth’s life (Marrero, Guare, Vandagraff, & Fineberg, 1997).  Girls have 
higher worry scores than boys on the Hypoglycemic Fear Survey (Gonder-Frederick et 
al., 2006).  A correlation between youth fear of hypoglycemia and lower insulin 
adherence (r =-0.39, p <.05) suggests youth fear of hypoglycemia may result in attempts 
to stay hyperglycemic (Di Battista, Hart, Greco & Gloizer, 2009). 
Parent fear of hypoglycemia.  Anxiety literature has long demonstrated a 
relationship between parent and youth anxiety in healthy populations (Cooper, Fearn, 
Willets, Seabrook, & Parkinson, 2006; Lenane et al., 1990; McClure, Brennan, Hammen, 
& Le Brocque, 2001; Turner, Beidel, & Costello, 1987), but research is lacking when 
applied to a disease-specific measure of anxiety such as youth fear of hypoglycemia. 
Elevated fear of hypoglycemia in parents is associated with poorer metabolic 
control in their youth, more severe hypoglycemic events during the past year, and co-
morbid disease in youth (Haugstvedt, Wentzel-Larsen, Graue, Søvik, & Rokne, 2009; 
Patton, Dolan, Henry, & Powers, 2007).  Parents with a higher fear of hypoglycemia 
monitored youth’s blood glucose numbers more frequently throughout the day 
(Haugstvedt et al., 2009).  Metabolic control in youth is modestly correlated with high 
parent scores on the Hypoglycemic Fear Behavior Subscale (r = 0.41, p = 0.05), which 
implies that parents of youth with higher average blood glucose levels frequently perform 
behaviors aimed at preventing hypoglycemia (Patton, et al., 2007).  Parental fear of 
hypoglycemia may translate into maladaptive behavior if youth are not old enough to 
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perform the majority of disease care behavior; for example, parents may keep youth’s 
blood glucose levels higher to prevent severe hypoglycemic episodes. 
Parental monitoring 
Increased parental monitoring consistently relates to better diabetes disease care 
behaviors and metabolic control (Miller-Johnson et al., 1994; Wysocki et al., 2009).  
However, as youth grow older, parents become less involved and give more 
responsibility to youth, which results in decreased adherence to the diabetes regimen, 
including less frequent blood glucose monitoring, poorer diet, and higher HbA1c (Ellis, 
Naar-King, Frey, Rowland, & Greger, 2003; Miller-Johnson et al., 1994).  Parental 
monitoring in the diabetes regimen is crucial to healthy navigation of diabetes in 
adolescence. 
T1D is a complex disease, and parental monitoring is considered a necessary 
factor for successful management of T1D (Anderson, Bracket, Ho, & Laffel, 1999; 
Anderson et al., 2009).   The ADA (2011) recommends parents assume responsibility for 
the majority of blood glucose monitoring until youth are at least eight years old.  Current 
recommendations emphasize shared diabetes responsibility between parent and youth 
through adolescence (Silverstein et al., 2005).  Parental attempts to stay involved in 
diabetes care during the transition from youth to adolescence may lead to increased levels 
of parent-youth conflict (Amato 2001; Amato & Keith 1991).  Several longitudinal 
studies show that parent-youth conflict may lead to poorer metabolic control (Laffel et 
al., 2003; Williams, Laffel, & Hood, 2009).  If parental monitoring and family conflict 
are not separated, parental monitoring may be misattributed as deterioration of metabolic 
control. 
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In examination of the transition from youth to adolescence, transformation of a 
youth’s ecology should be examined as well.  Not only does the parent-youth relationship 
change due to perceptions of increased maturity, but teachers and other figures in a 
youth’s life may have qualitatively different expectations for them (Strawhacker, 2001).  
A higher HbA1c also typically occurs during this transition, due to impaired insulin 
action in puberty (Amiel et al., 1986).  This may frustrate youth and lead to more 
fluctuations in blood glucose levels as a result of increased anxiety (Silverstein et al., 
2005).  The literature consistently supports the positive influence of parental monitoring 
on overall adherence to a diabetes regimen, but parental monitoring has not been 
specifically linked to youth correction of high or low blood glucose levels (Helgeson, 
Reynolds, Siminerio, Escobar, & Becker, 2008).  Validation of this relation will further 
emphasize the positive influence of parental monitoring on youth disease care behaviors. 
Statement of Problem 
The purpose of the present study was to evaluate the relation among biological, 
behavioral, and psychosocial factors, and metabolic control (HbA1c).  Confirmation of a 
relation between average blood glucose levels and HbA1c could confirm the latter as a 
representative indicator of overall metabolic control in youth.  Parental monitoring was 
investigated as a mediator of this relation.  If level of parental monitoring mediates the 
relation between glycemic variability and metabolic control, intervention programs may 
be constructed to improve metabolic control of youth by maintaining parental monitoring.  
Blood glucose monitoring was examined to determine if more frequent blood glucose 
monitoring correlates with better metabolic control.  Confirmation of this hypothesis will 
reinforce the literature and support current ADA recommendations of several blood 
 27 
   
glucose checks throughout the day (ADA, 2011).  Two measures of glycemic variability, 
ADRR and MAGE, were compared on the basis of correlation with HbA1c to determine 
which is more highly correlated.  Determination of the more accurate technique will 
determine the best method by which to analyze blood glucose fluctuations.  Youth and 
parent fear of hypoglycemia were examined as a moderator of the relation between blood 
glucose levels below, within, and above range, and HbA1c.  Since previous episodes of 
severe hypoglycemia are associated with youth and parent fear of hypoglycemia, an 
attempt may be made to prevent hypoglycemic episodes by maintaining hyperglycemia, 
which could result in elevated HbA1c.   Finally, parental monitoring was assessed to 
determine if it contributes to Prevention and Intervention behaviors performed in 
response to out of range blood glucose levels.  A better understanding of these relations 
may aid clinicians in development of treatment programs for youth and their parents 
aimed at improving metabolic control. 
Few, if any, studies to date have used downloaded blood glucose readings from 
routine clinical care as a measure of glycemic variability and assessed their association 
with psychosocial factors, specifically fear of hypoglycemia and parental monitoring.  
Further, the ADRR analysis of glycemic variability has not been used in youth 
populations, and a significant relation to HbA1c will help establish its utility in pediatric 
studies.  Confirmation of the proposed relations in this study may help guide treatment 





   
Hypotheses 
1. Average blood glucose levels will significantly relate to metabolic control 
(HbA1c). 
2. Higher frequency of blood glucose monitoring will be related to better 
metabolic control. 
3. ADRR will be more highly related than MAGE with metabolic control. 
4. Parental monitoring will be positively related to more Intervention and 
Prevention Behaviors in response to hyperglycemia and hypoglycemia. 
Mediators/Moderators 
1. The relation between average blood glucose levels over the previous 30 days 
and metabolic control will be mediated by parental monitoring, with increased 
parental monitoring related to better metabolic control. 
2. Fear of hypoglycemia will moderate the relation between the percentage of 
blood glucose levels below, within, and above range and metabolic control, 
with increased youth and parent fear of hypoglycemia related to more out-of-




Participants were adolescents recruited between ages 11 and 14 along with a 
parent or chief caregiver, who visited a healthcare practitioner at one of two metropolitan 
pediatric endocrinology clinics. Data were collected from follow-up assessments of a 
longitudinal randomized clinical trial (RCT) of parental monitoring in youth’s T1D care. 
Inclusion criteria required a diagnosis of T1D for at least one year prior to enrollment, no 
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other major chronic illness or injury, absence of mental disability, and fluency in reading 
and writing English.  This sample was comprised of 106 participants; 64 girls (61.0%), mean 
age of 14 years (SD = 1.3), 30-day average blood glucose level of 216 mg/dl (SD = 53.7) and 
HbA1c of 8.8 (SD = 1.5). The sample was self-identified as 69.5% Caucasian, 17.1% African 
American, 6.7% Hispanic, and 6.7% Pacific Islander or Other.  Participant characteristics are 
displayed in Table 1. 
 
Table 1. 
Participant Characteristics (n=107) 
    n (%)  
Male 41 (39%)  
Female 64 (61%)  
Ethnicity:  Caucasian 73 (69%)  
                  African American 18 (17%)  
                   Hispanic 7 (7%)  
                   Pacific Islander 1 (1%)  
                   Other 6 (6%)  
Insulin Regimen: CSII or 
pump 
54 (53%)  
                             Intensive  29 (28%)  




   
 Sample youth and parents were participants in a RCT intended to prevent 
deterioration in youth diabetes disease care. Written parental consent and youth assent 
were obtained and youth and one parent were seen in conjunction with their regular 
pediatric endocrinology appointment.  Through study follow-up assessments, collection 
of blood glucose data became available for analysis.  During an evaluation, a trained 
research assistant interviewed parent and youth separately and disseminated 
questionnaires. Youth and families received $75 for participation.  Data were drawn from 
the most current session available for a youth that had accompanying blood glucose data.  
At least three blood glucose values per day over a 30-day period were extracted from 
youths’ blood glucose meters as a requirement for study inclusion; if blood glucose data 
were not obtained at an appointment, the participant was excluded from participation in 
these analyses. 
Measures 
Blood Glucose Levels 
 Blood glucose levels from the previous 30 days were obtained from participant’s 
blood glucose meters’ memory.  Both ADRR and MAGE provide optimal results from 30 
days of data; however, a minimum of 14 days in the previous 30 with three blood glucose 
checks is necessary for the glycemic variability calculations (Kovatchev et al., 2006; 
Service et al., 1970).  Only conventional blood glucose meters were included.  Data were 
obtained during assessments at youth’s endocrinology visits.  Blood glucose meters were 
downloaded onto a laptop computer through the use of brand-supplied specific software 
and cables.  If blood glucose meters were unable to be downloaded, numbers were 
manually copied from meters by research assistants in the clinic and later entered into a 
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computer database.  Family generated blood glucose logs that were hand-written were not 
included due to concerns about their reliability (Gonder-Frederick, Julian, Cox, Clarke, & 
Carter, 1988).  If families did not have downloadable or blood glucose meter data that 
could be transcribed in the clinic, their assessment data could not be included in the 
study. 
 Blood glucose levels were classified into three categories: readings below 
recommended range (<70 mg/dl), readings within recommended range (70-200 mg/dl), 
and readings above recommended range (>200 mg/dl).  These ranges were calculated to 
determine independently the correspondence of each glycemic variability measure with 
ADA blood glucose range criteria and examine the sensitivity of each measure to ADA 
blood glucose range criteria. 
Blood Glucose Monitoring 
The 24-hour Diabetes Interview (Holmes, et al., 2006 adapted from Johnson, 
1986) is a disease care measure which focuses on highly specific behavior over a 
relatively brief time period. Administration time is approximately 25 minutes, per 
interview for parent and youth, separately. The seven disease care domains include: 1) 
Frequency of Blood Glucose Monitoring, 2) Meal/Snack Frequency, 3) Percentage of 
Daily Calories from Fats and 4) Carbohydrates, 5) Exercise Duration, 6) Exercise 
Frequency, and 7) Insulin Regimen. This study only utilized the Frequency of Blood 
Glucose Monitoring domain.  Parent and youth are interviewed on two separate occasions 
within a two week period.  Participants are asked to recall the previous 24-hours in 
temporal sequence from the time the youth wakes. The interviewer records all diabetes 
relevant activities which include: Insulin injections, blood glucose monitoring, nutritional 
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intake, and exercise. The interviewer asks the time, who performed a behavior, whether 
an adult observed, and whether a parent or adult discussed the activity with the youth for 
each disease care behavior.  Blood glucose levels are obtained from a youth’s blood 
glucose meter read by the parent or youth.  Those who administer the 24-hour interview 
submit to an intensive training process to ensure inter-rater reliability and familiarity with 
the measure and scoring process.  Acceptable parent-youth agreement, test-retest 
reliability, internal consistency, and predictive validity have been found (Freund, 
Johnson, Silverstein, & Thomas, 1991; Johnson, 1986). 
ADRR 
The ADRR calculation requires at least 14 days out of 30 days where three blood 
glucose readings were taken per day (Kovatchev et al., 2006).  Blood glucose values are 
normalized using a logarithmic data transformation that matches the clinical and 
numerical center of the blood glucose scale, thus making the transformed data symmetric; 
without this data transformation, many parametric statistical assumptions are violated 
unknowingly.  After the data are transformed, blood glucose readings are converted into 
risk values, using all of the readings below the mean and all of the readings above the 
mean as overall indicators of risk for hypo- and hyperglycemia (Kovatchev et al., 2006).  
ADRR values are distributed into three categories based on established categories derived 
from data with adult samples:  levels lower than 20 indicative of low risk, values 20 to 40 
demonstrative of moderate risk, and values greater than 40 characteristic of high risk 
(Kovatchev et al., 2006). 
MAGE 
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To compute MAGE, the difference from the previous blood glucose value is 
calculated for each individual blood glucose value.  Each difference score is compared 
against the average of all blood glucose values in that day and only differences exceeding 
one standard deviation from the average are included.  The arithmetic mean of the 
remaining differences is calculated, resulting in the MAGE value.  MAGE values have a 
possible range of 20 to greater than 125.  MAGE values greater than 125 indicate the 
participant is an “unstable diabetic” (Service et al., 1970). 
Parental monitoring 
 The Parental Monitoring of Diabetes Care Scale (PMDS) is a 19-item 
questionnaire that measures parental monitoring and involvement in their youth’s daily 
diabetes management and care (Ellis et al., 2008).  It has two versions, one parent-report 
and one child-report; for this study, parent and child report scores were averaged and the 
resultant mean score was used in statistical analyses.  Eighteen items are rated on a five-
point Likert scale (1 = more than once a day to 5 = less than once a week), while the last 
item is an open-ended item.  Subscales include 1) Supervision of the Availability of 
Medical Supplies/Devices, 2) Monitoring of Blood Glucose Checking, 3) Oversight of 
Diet, 4) Monitoring of Nonadherence, and 5) Direct Oversight of Diabetes Management 
Behaviors.  A total score is obtained by summing all items after reverse scoring; possible 
scores range from 18-90.  This study examined the summation of all subscales for a total 
parental monitoring score.  Analyses show the mean total score to be 72.87 +/- 9.83, with 
acceptable internal consistency (.81) and test-retest reliability (.80) (Ellis et al., 2008). 
Fear of hypoglycemia 
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The original Hypoglycemic Fear Survey (HFS; Irvine, Cox, & Gonder-Frederick, 
1987) was used to measure fear experienced with respect to hypoglycemia, with both 
parent and youth versions.  Youth and parent report were averaged in this study to 
describe the family’s overall fear of their child becoming hypoglycemic.  The HFS is a 
27-item self-report scale later revised to include only 23 items rated on a five-point Likert 
scale (0 = never to 4 = always) (1994).   Subscales include Worry and Behavior, but only 
the Worry subscale from the youth version was used.  A total score is attained by 
summing all responses, with possible scores ranging from zero to 52.  Analyses show the 
mean total score to be 38 +/- 12, with superior internal consistency (.96) and good test-
retest reliability (.64-.76) (Irvine, Cox, & Gonder-Frederick, 1994). 
Diabetes Care Behavior  
The Diabetes Behavior Rating Scale (DBRS) is a self-report measure of youth 
disease care which uses report by parent and youth separately (Iannotti et al., 2006). 
Subscales include Daily Prevention Behaviors (0 = never to 4 = always), Modification of 
Diabetes Care Plan (0 = never to 5 = five times), Intervention Behaviors (0 = none to 5 = 
five times), and Other Diabetes Care Practices (0 = never to 5 = five times).  This study 
only examined the Intervention and Prevention Behavior subscale responses averaged 
from youth and parent questionnaires.  Only these subscales were included because they 
reflect self-care behaviors performed in reaction to or prevention of blood glucose values 
out of range.  Intervention and Prevention Behavior subscale responses provide 
information about youth responses to and preparations for high and low blood sugars.  
Analyses show the mean total score to be .75 +/- .10, with satisfactory internal 
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consistency (.84), test-retest reliability (.71), and parent/youth agreement (.48) (Iannotti 
et al., 2006). 
Metabolic Control 
Metabolic control was determined by HbA1c level at the time of a youth’s 
medical appointment.  The HbA1c level was measured with a Bayer DCA 2000 
Analyzer, which delivers in office results in five minutes at the time of a youth’s 
endocrinology appointment.  DCA 2000 Analyzer HbA1c values are strongly correlated 
with the Diabetes Control and Complications Trial/Epidemiology of Diabetes 
Interventions and Complications central laboratory values (r = .940, p < .001), which 
serve as a reference standard against which other assays are compared (Tamborlane et al., 
2005).  HbA1c levels were obtained from medical records after meeting with participants 
and obtaining consent at initial assessment. 
Socioeconomic Status 
 Socioeconomic status (SES) was determined with the Hollingshead Index of 
Socio-Economic Status (Hollingshead, 1975).  Parents of youth participants completed 
this worksheet with information regarding marital status, employment status, and 
education level for both parents (except in single parent households).  Scores range from 
8-66 and are grouped into five social classes: Class V (8-17), Class IV (18-28), Class III 
(29-47), Class II (48-59), and Class I (60-66).  Lower classes (higher scores) indicate 
higher SES.  Raw scores were used in these analyses. 
Data Analysis Plan 
Initial data cleansing identified univariate and multivariate outliers, which were 
transformed, Winsorized, or removed, based on the severity of deviation from the data 
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set.  Residual scatterplots were examined for normality, linearity, and homoscedasticity, 
and data were checked for multicollinearity, and singularity.  Each participant’s blood 
glucose data were examined to verify three or more blood glucose checks per day, at least 14 
days out of 30, were performed.  If these criteria were not met, the participant was excluded 
from analyses.  Blood glucose values were then formatted appropriately for each formula and 
calculations were performed to obtain ADRR and MAGE values for each participant. 
A correlation coefficient matrix was completed to determine correlations between 
HbA1c and all variables of interest, including average blood glucose levels per 
participant, frequency of blood glucose monitoring, MAGE, and ADRR values.  
Pearson’s r was also calculated to determine the relation of parental monitoring to 
Intervention and Prevention behaviors performed by youth, as measured by the DBRS.  
Hierarchical multiple regressions were performed with average blood glucose levels as 
the independent variable, HbA1c as the dependent variable, and PMDS total parental 
monitoring score entered as a mediator.  Blood glucose levels were then classified into 
three categories: readings below recommended range (<70 mg/dl), readings within 
recommended range (70-200 mg/dl), and readings above recommended range (>200 
mg/dl).  Hierarchical regression analyses were performed for youth and parent fear of 
hypoglycemia on the HFS and the percentage of blood glucose readings below, within, 
and above range predicting HbA1c. 
Results 
A logarithmic transformation was performed on the variable “Frequency of Blood 
Glucose Monitoring” due to high skewness and kurtosis values.  Homogeneity of 
variance of the data was confirmed by a nonsignificant Levene’s Test of Equality of 
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Variances for each variable.  Finally, graphs of all variables confirmed normal 
distribution of the data. 
This study sample was comprised of mostly middle-class participants, with a 
mean Hollingshead Index of 46.6 (SD = 13.2).  The sample generally was in moderate 
metabolic control, with a mean HbA1c level of 8.8% (SD = 1.5).  The average sample 
blood glucose value was 216 mg/dl with a range of 124-400 mg/dl (SD = 53.7).  On 
average, blood glucose levels were checked 3.9/day (SD = 1.4).  Both ADRR and MAGE 
values were found to be high in this sample, with 67.6% maintaining “high risk” ADRR 
values and 85.9% categorized as “unstable diabetic range” according to their MAGE 
values.  No participants had “low risk” ADRR values and only 14.1% of participants 
were in the “stable diabetic range” per MAGE values.  Parental monitoring scores were 
high for this sample, with a mean score of 75.8 (SD = 6.8) on the PMDS.  Prevention and 
Intervention scores were in the moderate range, with means and standard deviations of 
46.2 (SD = 9.2) and 25.4 (SD = 4.9), respectively.  Scores on the Hypoglycemic Fear 
Survey were low, indicating a minimal youth and parent fear of hypoglycemia among 
these youth, with a mean score of 14.9 (SD = 7.6).  Means and standard deviations of all 
psychosocial and disease care variables examined in this study are reported in Table 2.  







   
Table 2. 
Sample Disease Care and Psychosocial Characteristics (n=107) 







HbA1c % 8.8 (1.5) 6.6-14.0 
Average BG Level 216 (53.7) 124.0-400.0 
% Below (< 70 mg/dl) 9.2 (7.6) 0.0-32.5 
% Within (70 – 200 mg/dl) 41.2 (14.2) 6.6-83.3 
% Above (> 200 mg/dl) 49.0 (17.9) 7.7-93.4 
ADRR
a
 47.4 (12.5) 24.6-75.9 
MAGE
b
 163.6 (37.9) 102.5-277.5 
BG Freq 3.9 (1.4) 1.3-9.5 
Fear of Hypoglycemia (HFS)
c
 14.9 (7.6) 2.0-46.0 
Adherence (DBRS):  Prevention 46.2 (9.2) 27.5-67.5 
                                 Intervention 25.4 (4.9) 12.5-35.0 
Parental Monitoring (PMDS)
d
 75.8 (6.8) 57.0-89.0 
a
ADRR: lower values indicate lower glycemic variability. 
b
MAGE: lower values indicate lower glycemic 
variability. 
c
Hypoglycemic Fear Scale (HFS): higher values indicate greater youth and parent fear of 
hypoglycemia.  
d




Correlations between Demographic, Disease Care, Psychosocial Variables from Sample 
 1. 2. 3. 4. 5. 6. 7. 8. 9. 10. 11. 12. 13. 
1. Age -             
2. HbA1c .061 -            
3. Avg BG Level .083 .660*** -           
4. % Below .018 -.354*** -.615*** -          
5. % Within -.041 -.529*** -.838*** .255** -         
6. % Above .004 .612*** .895*** -.637*** -.833*** -        
7. ADRRa .111 .422*** .605*** .067 -.703*** .419*** -       
8. MAGEb .179 .405*** .564*** -.025 -.578*** .291* .834*** -      
9. BG Freq .109 -.08 .015 -.045 .021 -.007 -.089 .043 -     
10. HFSc .015 .272** .157 .021 -.176 .165 .125 -.003 .016 -    
11. Prev -.428*** -.279** -.304** .135 .154 -.152 -.153 -.387*** -.010 -.239* -   
12. Int -.164 -.158 -.208* .147 .153 -.193* -.072 -.117 -.249* .000 .259** -  
13. PMDSd -.345*** -.259** -.243* .071 .153 -.121 -.241* -.444*** .143 -.104 .668*** .051 - 
14. SES .098 -.343*** -.424*** .154 .326*** -.319** -.221 -.134 -.084 -.228* .148 .387*** -.031 
Note. *p<.05. **p<.01. ***p<.001. ADRR
a
: lower values indicate lower glycemic variability. MAGE
b
: lower values indicate lower glycemic variability. HFS
c
: 
higher values indicate more fear of hypoglycemia.  PMDS
d
: higher scores indicate more parental monitoring. Socio-economic Status (SES): Higher scores 
indicate higher SES.
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Relation between Average Blood Glucose Levels and HbA1c 
 Pearson’s r was calculated to determine the relation between HbA1c and average 
blood glucose levels.  There was a significant positive correlation between metabolic 
control and average blood glucose levels (r = .66, p < .001). 
Relation between Frequency of Blood Glucose Monitoring and HbA1c 
Pearson’s r was calculated to determine the relation between HbA1c and 
frequency of blood glucose monitoring.  The transformed frequency of blood glucose 
monitoring variable was used in this analysis.  Frequency of blood glucose monitoring 
was not found to be correlated with metabolic control as hypothesized, (r = -.08, p = 
.419). 
Relation among HbA1c, ADRR, and MAGE 
Pearson’s r was calculated to determine the relation between HbA1c and MAGE 
and ADRR.  ADRR and MAGE were equivalently correlated with HbA1c, with 
correlations of (r = .42, p < .001) and (r = .41, p < .001), respectively. 
Relation among Parental Monitoring, Intervention Behaviors, and Prevention 
Behaviors 
Pearson’s r was calculated to determine the relation between parental monitoring 
and intervention and prevention behaviors as performed by youth.  Prevention behaviors 
were strongly correlated with parental monitoring, (r = .67, p < .001).  Intervention 
behaviors were not related to parental monitoring as hypothesized, (r = .05, p = .610). 
Effect of Parental Monitoring on Relation between Average Blood Glucose Levels 
and HbA1c 
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A Baron & Kenny mediation analysis (1986) was performed with multiple 
regressions to determine whether parental monitoring mediated the relation between 
average blood glucose levels and HbA1c.  Multiple regression indicated a relation 
between average blood glucose levels and HbA1c (B =.02, β = .66, p =.000).  Next, a 
relation between average blood glucose levels and parental monitoring (B =-.03, β = -.24, 
p =.013) was established.  However, the effect of parental monitoring on HbA1c was not 
significant (B = -.11, β = -.02, p =.173).  As a final step in the mediation analysis, a 
regression was conducted with both parental monitoring and average blood glucose levels 
as predictors of HbA1c.  As Figure 1 illustrates, the relation between average blood 
glucose levels and HbA1c was not mediated by parental monitoring, because the relation 









Figure 1. Standardized regression coefficients for the relation between average blood glucose 
values and metabolic control as mediated by parental monitoring.  The standardized 
regression coefficient between average blood glucose values and metabolic control 









β = -.24 
p = .013* 
β = -.02 
p = .173 
 
β = .66 
p < .001*** 
β = .64 
p < .001*** 
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Effect of Fear of Hypoglycemia on Percentage of Blood Glucose Levels Below, 
Within, and Above Range, and HbA1c  
A Baron & Kenny moderation analysis  (1986) was performed to determine 
whether fear of hypoglycemia moderated the relation between percentage of blood 
glucose levels below, within, and above range, and HbA1c.  Using a hierarchical multiple 
regression equation in PASW, the percentage of blood glucose levels below, within, or 
above were entered in step 1.  In step 2, the percentage of blood glucose levels below, 
within, or above were entered and HFS scores.  In step 3, percentage of blood glucose 
levels below, within, or above range were entered; HFS scores; and the interaction term 
of the two variables.  Results are presented below in Table 4. 
Table 4. 
Moderation Analyses Examining Effects of Fear of Hypoglycemia on the Relations 
between Percentage of Blood Glucose Levels Below, Within, and Above Range and 
HbA1c 
 ____% Below____      ____% Within____ ___% Above____ 






























































HFS  .04  1.37 .173 -.01 -.68 .498 .02 1.24 .217 
% x HFS -.00  .31 .759 -.00 .72 .474 .00 -.31 .761 
 
Percentage of blood glucose levels below range were inversely related to HbA1c 
( = -.07, t = -3.80, p = .000).  Fear of hypoglycemia was not significantly related to 
HbA1c ( = .04, t = 1.35, p = .180).  Fear of hypoglycemia did not significantly moderate 
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the association between percentage of blood glucose levels below range and HbA1c ( 




















Figure 2. Sample slopes of blood glucose values below range predicting HbA1c for 1 SD 
below the mean of fear of hypoglycemia, the mean of fear of hypoglycemia, and 1 SD 
above the mean of fear of hypoglycemia. 
 
Percentage of blood glucose levels within range were inversely related to HbA1c 
( = -.05, t = -6.30, p = .000).   Fear of hypoglycemia was not significantly related to 
HbA1c ( = -.01, t = -.67, p = .50).  Fear of hypoglycemia did not significantly moderate 
the association between percentage of blood glucose levels below range and HbA1c ( = 
.00, t = .72, p = .47) (See Figure 3). 
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Figure 3. Sample slopes of blood glucose values within range predicting HbA1c for 1 SD 
below the mean of fear of hypoglycemia, the mean of youth and parent fear of 
hypoglycemia, and 1 SD above the mean of fear of hypoglycemia. 
 
Percentage of blood glucose levels above range were positively related to HbA1c 
( = .05, t = 7.87, p = .000).   Fear of hypoglycemia was not significantly related to 
HbA1c ( = .03, t = 1.27, p = .206).  Fear of hypoglycemia did not significantly moderate 
the association between percentage of blood glucose levels above range and HbA1c ( = 
.00, t = -.31, p = .761) (See Figure 4). 
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Figure 4. Sample slopes of blood glucose values above range predicting HbA1c for 1 SD 
below the mean of fear of hypoglycemia, the mean of fear of hypoglycemia, and 1 SD 
above the mean of fear of hypoglycemia. 
 
Unanticipated significant correlations were found among variables; only 
significant findings related to SES, as well as ADRR high risk values will be reported and 
discussed.  SES was significantly correlated with HbA1c (r = -.34, p = .001), average 
blood glucose level (r = -.42, p = .000), percentage of blood glucose values within range 
(r = .33, p = .001), percentage of blood glucose values above range (r = -.32, p = .002), 
and intervention behaviors (r = .39, p = .000).  The ADRR high risk values were 
significantly correlated with HbA1c (r = .55, p = .000), average blood glucose level (r = 
.90, p = .000), percentage of blood glucose values below range (r = -.39, p = .001), within 
range (r = -.79, p = .000), percentage of blood glucose values above range (r = .69, p = 
 46 
   
.000), prevention behaviors (r = -.24, p = .042), and parental monitoring (r = -.27, p = 
.023). 
Comparison of ADRR and MAGE to Percentage of Blood Glucose Levels Below, 
Within, and Above Range 
Comparison of ADRR and MAGE to blood glucose levels below, within, and 
above recommended range was made to determine the correspondence of each glycemic 
variability measure with ADA blood glucose range criteria and examine the sensitivity of 
each measure to ADA blood glucose range criteria.  ADRR was significantly related to 
the percentage of blood glucose levels within range (r = -.70, p = .000) and blood glucose 
levels above range (r = .42, p = .000).  MAGE was significantly related to the percentage 
of blood glucose levels within range (r = -.58, p = .000) and blood glucose levels above 
range (r = .29, p = .014).  Neither glycemic variability measure was related to percentage 
of blood glucose levels below range. 
Post-hoc Analyses 
Post-hoc exploratory analyses with HbA1c, SES, and measures of metabolic 
control were conducted to explore whether once controlling for SES, if ADRR or MAGE 
added any information to HbA1c above any other metabolic control measures.  A series 
of hierarchical multiple regressions were performed.  Average blood glucose value was 
consistently the strongest predictor of HbA1c, followed by percentage of blood glucose 
values below range, blood glucose values above range, and blood glucose values within 
range.  Results are shown below in Tables 5 through 8. 
In a hierarchical multiple regression using SES, average blood glucose level, 
percentage of blood glucose levels below range, percentage of blood glucose levels 
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within range, and percentage of blood glucose levels above range as predictors of HbA1c, 
all were significant except for SES.  Average blood glucose levels were positively related 
to HbA1c ( = .02, t = 3.63, p = .000), as were percentage of blood glucose levels below 
range ( = .08, t = 2.61, p = .011), within range ( = .06, t = 2.36, p = .021), and above 
range ( = .05, t = 2.42, p = .018).  Results are shown below in Table 5. 
Table 5. 
Hierarchical Multiple Regression Examining Relation of HbA1c to Socioeconomic 
Status, Average Blood Glucose Level, Percent Below, Within, and Above Range 
 _        HbA1c_   _ _ 
 B t P 
SES > -.01 -.65 .517 
Average BG .02 3.63 .000 
% Below .08 2.61 .011 
% Within .06 2.36 .021 
% Above .05 2.42 .018 
    
 
In a hierarchical multiple regression using SES, average blood glucose level, and 
ADRR as predictors of HbA1c, only average blood glucose level was a significant 
predictor of HbA1c ( = .01, t = 2.82, p = .007).  Results are shown below in Table 6. 
Table 6. 
Hierarchical Multiple Regression Examining Relation of HbA1c to Socioeconomic 
Status, Average Blood Glucose Level, and ADRR 
 _        HbA1c_   _ _ 
 B t P 
SES -.01 -1.07 .29 
Average BG .01 2.82 .007 
ADRR .02 1.22 .227 
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In a hierarchical multiple regression using SES, average blood glucose level, and 
MAGE as predictors of HbA1c, only average blood glucose level was a significant 
predictor of HbA1c  ( = .01, t = 3.19, p = .002).  Results are shown below in Table 7. 
Table 7. 
Hierarchical Multiple Regression Examining Relation of HbA1c to Socioeconomic 
Status, Average Blood Glucose Level, and MAGE 
 _        HbA1c_   _ _ 
 B t P 
SES -.01 -1.15 .254 
Average BG .01 3.19 .002 
MAGE .00 1.14 .259 
 
In a hierarchical multiple regression using SES and average blood glucose level as 
predictors of HbA1c, only average blood glucose level was a significant predictor of 
HbA1c ( = .02, t = 6.93, p = .000).  Results are shown below in Table 8. 
Table 8. 
Hierarchical Multiple Regression Examining Relation of HbA1c to Socioeconomic Status 
and Average Blood Glucose Level 
 _        HbA1c_   _ _ 
 B t P 
SES -.01 -.955 .342 
Average BG .02 6.93 .000 
 
The utility of separate high and low risk values in the ADRR calculation was also 
explored.  A Baron & Kenny mediation analysis (1986) was performed with multiple 
regressions to determine whether parental monitoring mediated the relation between 
ADRR high risk values and HbA1c.  Multiple regression indicated a relation between 
ADRR high risk values and HbA1c (B =.05, β = .549, p =.000).  Next, a relation between 
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ADRR high risk values and parental monitoring (B =-.54, β = -.27, p =.023) was 
established.  As a third step, a relation between parental monitoring and HbA1c (B =-.06, 
β = -.26, p =.008) was established.  As a final step in the mediation analysis, a regression 
was conducted with both parental monitoring and average blood glucose levels as 
predictors of HbA1c.  The relation between ADRR high risk values and HbA1c was not 
mediated by parental monitoring, because the relation between average blood glucose 
values and HbA1c remained significant (B =.05, β = .52, p =.000), and the relation 
between parental monitoring and HbA1c became nonsignificant (B = -.02, β = -.11, p 
=.302). 
Discussion 
 The current study explored pediatric blood glucose levels and compared different 
measures of glycemic variability to a traditional measure of metabolic control (HbA1c).  
Also, the current study sought to confirm existing research establishing frequency of 
blood glucose monitoring as a predictor of better metabolic control.  The relation of 
parental monitoring with intervention and prevention behaviors was examined.  Finally, 
parental monitoring and fear of hypoglycemia were explored as potential mediators and 
moderators, respectively, of the relation between glycemic variability and metabolic 
control. 
 Average blood glucose levels were strongly related to HbA1c, confirming HbA1c 
as an appropriate composite indicator of average blood glucose levels over the previous 
30-day period.  Current findings replicate, in a pediatric sample, relations found between 
average blood glucose levels and HbA1c in adult populations with T1D (Hempe et al., 
2002).  As most blood glucose meters may be downloaded, parents and youth may view 
individual blood glucose levels over time, as well as a youth’s average blood glucose 
 50 
   
value, and gain an approximation of his or her average level of metabolic control.  This 
information will allow families to make adjustments in between their 3-month 
endocrinology appointments.  Additionally, blood glucose monitors allow families or 
youth to track specific disease care behaviors (e.g., checking blood glucose levels before 
sports practice) and to detect declines or fine-tune their insulin regimen. 
Increased frequency of blood glucose monitoring is strongly related to better 
metabolic control in the literature (Anderson et al., 1997; Bott et al., 1994; Vanelli, 
Cerutti, Chiarelli, Lorini, & Meschi, 2005).  However, the current study did not find a 
relation between frequency of blood glucose monitoring and metabolic control.  In this 
sample, youth who checked blood glucose levels more frequently did not have lower 
HbA1c levels compared with youth who checked blood glucose levels less frequently. 
Several factors may contribute to the present lack of a relation; first, the sample was 
limited to participants who remembered to bring their blood glucose meter to their 
appointment, possibly excluding youth in poorer metabolic control who forgot or 
purposefully did not bring their meter.  Unintentionally forgetting to bring a meter is a 
statistical shortcoming, while purposefully not bringing a meter is a diabetes care issue.  
Finally, if youth with multiple blood glucose meters neglected to bring one of them, (e.g., 
they left their school meter at the nurse’s office), their data were incomplete, falsely 
reflecting a lower frequency of blood glucose monitoring. 
 Thus far in the literature, neither ADRR nor MAGE have been used to examine 
glycemic variability in pediatric populations with T1D.  Both were related to HbA1c, 
with ADRR and MAGE accounting for a small amount of the variance in HbA1c.  These 
findings establish each technique as an appropriate measure of glycemic variability in 
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youth with T1D; however, average blood glucose level (automatically calculated by most 
blood glucose meters) accounted for more than twice the amount of variance in HbA1c 
than ADRR or MAGE. 
While each glycemic variability method provides information about blood 
glucose excursions, application is limited to youth who perform at least three or more 
checks per day.  ADRR requires at least 15 days out of a 30-day range that individuals 
check blood glucose levels at least three times each day.  Thus, data from youth who 
neglect to check their blood glucose three or more times per day are not eligible for 
analysis by this method.  Additionally, ADRR and MAGE are both time-consuming to 
compute without specialized software.  Finally, ADRR and MAGE values in this sample 
were very high, in with 79 to 91% in the ‘high risk’ categories, indicating greater 
glycemic variability among youth in comparison with adult populations on which these 
measures were developed.  Sample average ADRR and MAGE values in adult 
populations range from 25.5 (SD=7.95; Bruttomesso et al., 2007) to 33 (Kim et al., 
2011), and 65.6 (SD=34.9; Fabricatore, Ebbeling, Wadden & Ludwig, 2011) to 69.0 
(SD=18.1; Marfella et al., 2009), respectively. 
The risk categories established by ADRR and MAGE may not be the most 
appropriate ranges for pediatric glycemic variability.  Adolescents’ blood glucose levels 
oscillate due to fluctuations in hormone production (Amiel et al., 1986).  However, a 
recalibration of a glycemic variability measure specifically for youth may provide useful 
descriptive information within this group who experience a high level of glycemic 
variability.  If glycemic variability is to serve as a complementary measure of youths’ 
metabolic control, it must accurately reflect swings in blood glucose values.  Neither 
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glycemic variability measure was significantly associated with percentage of blood 
glucose levels below range, indicating that neither measure is sensitive to hypoglycemic 
fluctuations in blood glucose levels.  Measures of glycemic variability should also 
provide information above and beyond HbA1c, which did not occur in the current 
sample. 
Existing blood glucose variability measures such as ADRR and MAGE add little, 
if any, descriptive information to youths’ metabolic control.  If families seek additional 
information about youths’ blood glucose levels and how they relate to youths’ metabolic 
control, a more useful measure may be the percentage of blood glucose levels below, 
within, and above the ADA recommended range of blood glucose values.  Families may 
calculate this comparison independently at home with a calculator, and it provides similar 
information as more complex calculations such as ADRR or MAGE.  Home calculation 
of the percentage of blood glucose values below, within, and above ADA recommended 
ranges may not be a realistic recommendation for daily diabetes management, but 
families could obtain this information if they desired.  Blood glucose levels within and 
above range were more strongly correlated with HbA1c than ADRR or MAGE, and 
easier to interpret (see Table 3).  Many blood glucose meters, when downloaded, 
automatically calculate the percentage of blood glucose levels below, within, and above 
individually programmed ranges of blood glucose values, as well as the youth’s average 
blood glucose level. 
 Parental monitoring was strongly correlated with prevention behaviors, 
accounting for a large proportion of the variance in prevention behaviors performed by 
families.  The prevention behaviors subscale includes options such as “having supplies 
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available,” which parents are more apt to do than youth.  Parental monitoring was not 
correlated with intervention behaviors; youth may be more intrinsically motivated to 
address hypo- or hyperglycemia, as they don’t necessarily require parental prompting to 
address high or low blood glucose levels.  Conversely, youth may not perform 
intervention behaviors as frequently as they perform prevention behaviors.  Intervention 
behaviors require decisions to be made which are not set in the diabetes regimen, may be 
unexpected, and may occur at a time when the youth is away from his or her parents.  
Thus, it may be more difficult for youth to perform these novel intervention behaviors 
compared with more “automatic” prevention behaviors.  Parents could work with youth 
and problem-solve different situations to prepare them to act in these circumstances.  For 
example, parent and youth could explore solutions to treating hyperglycemia during 
sporting events or planning for hypoglycemia by always carrying a fast-acting 
carbohydrate. 
 Parental monitoring did not mediate the relation between average blood glucose 
levels and HbA1c.  This is most likely due to the strong mathematical relation between 
average blood glucose levels and HbA1c, such that HbA1c levels may be expressed as 
average blood glucose level for most patients with T1D (Lenters-Westra & Slingerland, 
2008; Nathan et al, 2008; Sultanpur, Deepa, & Kumar, 2010).  Further, perhaps it is not 
surprising that the association between average blood glucose levels and HbA1c, two 
biologic indicators, exceeds that of a relation with a psychosocial variable. 
 Fear of hypoglycemia did not moderate the relation between the percentage of 
blood glucose levels below, within, and above range and HbA1c.  The percentage of 
blood glucose levels below, within, and above range accounted for more of the variance 
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in HbA1c compared to fear of hypoglycemia.  Overall, youths’ and parents’ fear of 
hypoglycemia demonstrated a weak relation with the percentage of blood glucose levels 
below range but no significant relations to levels within and above range.  While results 
were congruent with expected hypotheses of a relation between fear of hypoglycemia and 
BG ranges, the association was weak, which contradicted expectation that youth who 
feared low BG levels would maintain hyperglycemia. 
 Percentage of blood glucose values above range had the strongest relation to 
HbA1c, followed by percentage of values within range, and was least related to 
percentage of values below range.  Results suggest that HbA1c may be most heavily 
influenced by hyperglycemia, followed by euglycemia and hypoglycemia, which is 
consistent with previous literature regarding HbA1c composition (Goldstein et al., 1993; 
Rohlfing et al., 2002; Tahara, 1993). 
 As prevention behaviors increased in the sample, MAGE values decreased, which 
suggests that lower glycemic variability is related to preventive disease care behaviors.  
This indicates that youth who reliably perform the recommended number of blood 
glucose checks and administer insulin on schedule as prescribed by their physician have 
lower HbA1c values. 
The literature has consistently shown a relation between SES and HbA1c in those 
with T1D (Carter et al., 2008; Secrest et al., 2011; Tahirovic & Toromanovic, 2010).  
Higher SES allows families to afford healthier foods and live in lower-stress 
environments, both of which play a part in better metabolic control and may contribute to 
the relation between SES and HbA1c.  In turn, youth from lower SES families have 
higher HbA1c which places them at greater long-term risk for complications from 
diabetes (DCCT, 1994).  There is a wealth of literature describing the strategies health 
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professionals use with lower SES families.  These include culturally sensitive assessment 
tools by clinicians, engagement of community resources, support of public policy 
allowing access to affordable healthcare, and access to affordable, high-quality child care 
and support services (American Psychological Association [APA], 1998; APA, 1992; 
Kawachi & Kennedy, 1997).  Resources for free test strips for blood glucose meters, 
healthier food at a lower cost, or support groups for youth with T1D to lower stress 
among youth and families may also be included.  Approaches such as these assist 
families in finding solutions for barriers that may prevent youth from performing self-
care behaviors completely or consistently. 
Parental monitoring did not mediate the relation between ADRR high risk values 
and HbA1c.  This finding may be due to the strong mathematical relation between ADRR 
high risk values and HbA1c.  Additionally, the association between ADRR high risk 
values and HbA1c, two biologic indicators, exceeds any relation with a psychosocial 
variable.  The failure of ADRR high risk values to provide information beyond glycemic 
control reinforces the conclusion that the percentage of blood glucose levels below, 
within, and above range, are most useful to families, as they provide information beyond 
HbA1c which is relatively easy to obtain and interpret. 
Limitations 
 Limitations in this study relate primarily to the availability of participants’ blood 
glucose data.  Both of the glycemic variability indices under consideration, ADRR and 
MAGE, have criteria that exclude youth who do not check their blood glucose regularly, 
at least three times a day.  Also, these formulas were developed using continuous blood 
glucose monitoring (CGM), which has advantages over conventional blood glucose 
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monitoring, such as a blood glucose reading every one to five minutes (Neithercott, 
2011).  All youth in the current sample used conventional blood glucose meters.  Thus 
data were lost if they failed to bring one of their meters to their appointment to be 
downloaded and their data was unusable if they failed to complete sufficient blood 
glucose checks.  In addition to missing blood glucose data from meters, research 
assistants occasionally forgot or were unable to download participant blood glucose 
meters.  Finally, as the download of blood glucose data was added after the start of the 
RCT study, blood glucose data were incomplete for early participants.  All of these 
factors resulted in a reduced sample size and lower statistical power (Kazdin, 2003). 
Future Directions 
 The current study demonstrated the use of blood glucose data downloaded from 
pediatric participants’ blood glucose meters in a research capacity.  In the future, blood 
glucose data may be used to replace some parts of parent and youth questionnaires.  For 
example, the question of blood glucose monitoring frequency could be replaced with the 
easy download of a blood glucose meter.  This may be more accurate than a self-report 
measure and take the same amount of time as filling out a form.  As described previously, 
ADRR and MAGE values in the current adolescent sample were high, with 79% of the 
sample falling in the “high risk” category for ADRR values and 91% of the sample 
falling in the “unstable diabetic range” for MAGE values.  This renders relations to other 
variables difficult to interpret. 
A glycemic variability measure normed on adolescent samples and tailored for 
youth could be explored in further studies, as results from the current study suggest 
limited clinical utility of the existing measures.  Percentage of blood glucose levels 
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below, within, and above the recommended range proved to be simpler to calculate and to 
more accurately portray blood glucose patterns than a composite index from either 
glycemic variability measure. Blood glucose percentages also are more readily 
interpreted by professionals and families.  While ADRR and MAGE indicated that 80% 
or more of the population was high risk, almost half, 41%, of all BG values in the sample 
were within the ADA recommended range.  Nevertheless, approximately 60% of BG 
values were out-of-range which indicates that this issue is significant in pediatric groups.  
Families should continue to be provided an HbA1c level every three months, and if they 
are interested in fine-tuning their child’s diabetes regimen, percentage of blood glucose 















   















































   
 





Amato, P. R. (2001). Children of divorce in the 1990s: an update of the Amato and Keith 
(1991) meta-analysis. Journal of Family Psychology, 15, 355-370.  
 
Amato, P. R. & Keith, B. (1991). Parental divorce and the well-being of children: a meta-
analysis. Psychological Bulletin, 110(1), 26-46; 
 
American Diabetes Association (2002). Diabetic retinopathy. Diabetes Care, 25(1), S90-
S93. 
 
American Diabetes Association (2007). Diabetes Statistics. Retrieved from 
http://www.diabetes.org/diabetes-basics/diabetes-statistics 
 
American Diabetes Association (2011). Standards of Medical Care in Diabetes—2011. 
Diabetes Care, 34(S1), S11-S61. 
 
Division 35 Task Force on Women, Poverty, and Public Assistance, APA Division of the 
Psychology of Women. (1998). Making welfare to work really work. Washington, 
DC: American Psychological Association. (Available from 
http://www.apa.org/pi/wpo/welftowork.html) 
 
American Psychological Association. (1992). Ethical principles of psychologists and 
code of conduct. American Psychologist, 47, 1597-1611. 
 
Amiel, S. A., Sherwin, R. S., Simonson, D. C., Lauritano, A. A., & Tamborlane, W. V. 
(1986). Impaired insulin action in puberty: a contributing factor to poor glycemic 
control in adolescents with diabetes. New England Journal of Medicine, 315, 215-
219. 
 
Anderson, B. J., Bracket, J., Ho, J., & Laffel, L. M. B. (1999). An office-based 
intervention to maintain parent-adolescent teamwork in diabetes management. 
Diabetes Care, 22(5), 713-721. 
 
Anderson, B., Ho, J., Brackett, J., Finkelstein, D., & Laffel, L. (1997). Parental 
monitoring in diabetes management tasks: relationships to blood glucose 
monitoring adherence and metabolic control in young adolescents with insulin-
dependent diabetes mellitus. Journal of Pediatrics, 130, 257–265. 
 
Anderson, B. J., Holmbeck, G., Iannotti, R. J., McKay, S. V., Lochrie, A., Volkening, L. 
K., & Laffel, L. (2009). Dyadic measures of the parent-child relationship during 
 60 
   
the transition to adolescence and glycemic control in children with type 1 
diabetes. Families, Systems, & Health, 27(2), 141-152. 
 
Anderson, B. J., Miller, J., Auslander, W., & Santiago, J. (1981). Family characteristics 
of diabetic adolescents relationship to metabolic control. Diabetes Care, 4(6), 
586-594. 
 
Anderson, R. J., Grigsby, A. B., Freedland, K. E., de Groot, M., McGill, J. B., Clouse, R 
.E., & Lustman, P. J. (2002). Anxiety and poor glycemic control: a meta-analytic 
review of the literature. International Journal of Psychiatry in Medicine, 32(3), 
235-247. 
 
Anderson, B. J., Vangsness, A., Connell, D., Butler, A., Goebel-Fabbri, A., & Laffel, L. 
M. B. (2002). Family conflict, adherence, and glycaemic control in youth with 
short duration type 1 diabetes. Diabetic Medicine, 19, 635-642. 
 
Baron, R. M. & Kenny, D. A. (1986). The moderator-mediator variable distinction in 
social psychological research: conceptual, strategic, and statistical considerations. 
Journal of Personality and Social Psychology, 51(6), 1173-1182. 
 
Basu, R., Dalla Man, C., Campioni, M., Basu, A., Klee, G., Toffolo, G., Cobelli, C., 
Rizza, R. A. (2006). Effects of age and sex on postprandial glucose metabolism: 
differences in glucose turnover, insulin secretion, insulin action, and hepatic 
insulin extraction. Diabetes 55(7), 2001-2014. 
 
Beléndez, M., de Wit, M., & Snoek, F. J., (2010). Assessment of parent-adolescent 
partnership in diabetes care: a review of measures. The Diabetes Educator, 36(2), 
205-215. 
 
Berkman, J. & Rifkin, H. (1973). Unilateral nodular diabetic glomerulosclerosis 
(Kimmelstiel-Wilson): report of a case.  Metabolism: Clinical And Experimental, 
22(5), 715-22. 
 
Bognetti, E., Calori, G., Meschi, F., Macellaro, P., Bonfanti, R., & Chiumello, G. (1997) 
Prevalence and correlations of early microvascular complications in young type I 
diabetic patients: role of puberty. Journal of Pediatric Endocrinology and 
Metabolism, 10, 587-592. 
 
Boland, E. A., Grey, M., Oesterle, A., Fredrickson, L., & Tamborlane, W. V. (1999). 
Continuous subcutaneous insulin infusion. A new way to lower risk of severe 
hypoglycemia, improve metabolic control, and enhance coping in adolescents 
with type 1 diabetes.  Diabetes Care, 22(11), 1767-1768. 
 
Borus, J. S. & Laffel, L. (2010). Adherence challenges in the management of type 1 
diabetes in adolescents: prevention and intervention. Current Opinion in 
Pediatrics, 22(4), 405-411. 
 61 
   
 
Bott, S., Bott, U., Berger, M., & Mühlhauser, I. (1997). Intensified insulin therapy and 
the risk of severe hypoglycaemia. Diabetologia, 40(8), 926-32. 
 
Bott, U., Jörgens, V., Grüsser, M., Bender, R., Mühlhauser, I., & Berger. M., (1994). 
Predictors of glycaemic control in type 1 diabetic patients after participation in an 
intensified treatment and teaching programme. Diabetic Medicine: A Journal Of 
The British Diabetic Association, 11(4), 362-371. 
 
Bronfenbrenner, U. (1977). Toward an experimental ecology of human development. 
American Psychologist, 32, 513-530. 
 
Brownlee, M. (2001). Biochemistry and molecular cell biology of diabetic complications. 
Nature, 414, 813-820. 
 
Brownlee, M. & Hirsch, I. B. (2006). Glycemic variability: a hemoglobin A1c–
independent risk factor for diabetic complications. Journal of the American 
Medical Association, 295(14), 1707-1708. 
 
Bruttomesso, D., Crazzolara, D., Maran, A., Costa, S., Dal Pos, M., Girelli, A., Lepore, 
G., Aragona, M., Iori, E., Valentini, U., Del Prato, S., Tiengo, A., Buhr, A., 
Trevisan, R., & Baritussio, A. (2008). In Type 1 diabetic patients with good 
glycaemic control, blood glucose variability is lower during continuous 
subcutaneous insulin infusion than during multiple daily injections with insulin 
glargine. Diabetic Medicine, 25(3), 326-332. 
 
Campaigne, B. N., Gilliam, T. B., Spencer, M. L., Lampman, R. M., & Schork, M. A. 
(1984). Effects of a physical activity program on metabolic control and 
cardiovascular fitness in children with insulin-dependent diabetes mellitus. 
Diabetes Care, 7, 57–62. 
 
Carter, P. J., Cutfield, W. S., Hofman, P. L., Gunn, A. J., Wilson, D. A., Reed, P. W., & 
Jefferies, C. (2008).    Ethnicity and social deprivation independently influence 
metabolic control in children with type 1 diabetes. Diabetologica, 51(10), 1835-
42. 
 
Chisholm, V., Atkinson, L., Donaldson, C., Noyes, K., Payne, A., & Kelnar, C. (2007). 
Predictors of treatment adherence in young children with type 1 diabetes. Journal 
of Advanced Nursing, 57(5), 482-493. 
 
Clarke, W., Snyder, A., Nowacek, G. (1985). Outpatient pediatric diabetes: current 
practices. Journal of Chronic Disease, 38, 85-90. 
 
Cnop, M., Welsh, N., Jonas, J., Jo, A., Lenzen, S., Eizirik, D. L. (2005).  Mechanisms of 
pancreatic cell death in type 1 and type 2 diabetes: many differences, few 
similarities. Diabetes Care, 54(2), S97-S107. 
 62 
   
 
Cooper, P. J., Fearn, V., Willets, L., Seabrook, H., & Parkinson, M. (2006). Affective 
disorder in the parents of a clinic sample of children with anxiety disorders. 
Journal of Affective Disorders, 93, 205-212. 
 
Cox, D. J., Gonder-Frederick, L. S., Polonsky, W. H., Schlundt, D. G., & Clarke, W. L. 
(1995).  A multicenter evaluation of blood glucose awareness training-II. 
Diabetes Care, 18, 523-528. 
 
Cox, D. J., Irvine, A., Gonder-Frederick, L., Nowacek, G., & Butterfield, J. (1987). 
Youth and parent fear of hypoglycemia: quantification, validation, and utilization. 
Diabetes Care, 10, 617-621. 
 
Dailey, G. (2007). Assessing glycemic control with self-monitoring of blood glucose and 
hemoglobin A1c measurements. Mayo Clinic Proceedings, 82(2), 229-236. 
 
Dammacco, F., Torelli, C., Frezza, E., Piccinno, E., & Tansella, F. (1998). Problems of 
hypoglycemia arising in children and adolescents with insulin-dependent diabetes 
mellitus: The Diabetes Study Group of The Italian Society of Pediatric 
Endocrinology & Diabetes. Journal Of Pediatric Endocrinology & Metabolism, 
11(1), 167-176. 
 
Davis, E. A., Keating, B., Byrne, G. C., Russell, M., Jones, T. W. (1998). Impact of 
improved glycaemic control on rates of hypoglycaemia in insulin dependent 
diabetes mellitus. Archives of Disease in Childhood, 78, 111-115. 
 
Derr, R., Garrett, E., Stacy, G.A., Saudek, C. D. (2003). Is HbA1c affected by glycemic 
instability? Diabetes Care, 26(10), 2728-2733). 
 
Desrocher, M. & Rovet, J. (2004). Neurocognitive correlates of type 1 diabetes mellitus 
in childhood. Neuropsychology, Development, and Cognition, 10, 36–52. 
 
Di Battista, A. M., Hart, T. A., Greco, L., & Gloizer, J. (2009). Type 1 diabetes among 
adolescents: reduced diabetes self-care caused by social fear and youth and parent 
fear of hypoglycemia. The Diabetes Educator, 35, 465-475. 
 
The Diabetes Control and Complications Trial Research Group (1993).  The effect of 
intensive treatment of diabetes on the development and progression of long-term 
complications in insulin-dependent diabetes mellitus. New England Journal of 
Medicine, 329(14): 977-986. 
 
The Diabetes Control and Complications Trial Research Group (1995). The relationship 
of glycemic exposure (HbA1c) to the risk of development and progression of 




   
Eli Lilly (2010). Humalog. Retrieved from http://www.humalog.com/Pages/index.aspx 
 
Ellis, D. A., Frey, M.  Naar-King, S., Templin, T., Cunningham, P., Cakan, N. (2005). 
Use of multisystemic therapy to improve regimen adherence among adolescents 
with type 1 diabetes in chronic poor metabolic control: a randomized controlled 
trial. Diabetes Care, 28, 1604–1610. 
 
Ellis, D., Naar-King, S., Frey, M., Rowland, M., & Gregor, N. (2003). Case study: 
Feasibility of multisystemic therapy as a treatment for urban adolescents with 
poorly controlled type 1 diabetes. Journal of Pediatric Psychology, 28, 287-293. 
 
Ellis, D. A., Templin, T. N., Podolski, C. L., Frey, M. A., Naar-King, S., & Moltz, K. 
(2008). The parental monitoring of diabetes scale: development, reliability, and 
validity of a scale to evaluate parental supervision of adolescent illness 
management. Journal of Adolescent Health, 42(2), 146-153. 
 
Epstein, L. M., Cluss, P. A. (1982). A behavioral medicine perspective on adherence to 
long-term medical regimens. Journal of Consulting and Clinical Psychology, 50, 
950-971. 
 
The Expert Committee on the Diagnosis and Classification of Diabetes Mellitus (2002). 
Follow-up Report on the Diagnosis of Diabetes Mellitus. Diabetes Care, 26(11), 
3160-3167. 
 
Fabricatore, A.N., Ebbeling, C.B., Wadden, T.A., & Ludwig, D.S. (2011). Continuous 
glucose monitoring to assess the ecologic validity of dietary glycemic index and 
glycemic load. The American Journal of Clinical Nutrition, 94(6), 1519-1524. 
 
Fishbein, H. A. & Palumbo, P. J. (1995). Acute metabolic complications in diabetes. In: 
Diabetes in America. National Diabetes Data Group, National Institutes of Health, 
283. 
 
Freund, A., Johnson, S. B., Silverstein, J., & Thomas, J. (1991). Assessing daily 
management of childhood diabetes using 24-hour recall interviews: Reliability 
and stability. Health Psychology, 10(3), 200-208. 
 
Garg, S., Zisser, H., Schwartz, S., Bailey, T., Kaplan, R., Ellis, S., Jovanovic, L. (2006). 
 Improvement in glycemic excursions with a transcutaneous, real-time continuous 
glucose sensor: a randomized, controlled trial. Diabetes Care, 29(1), 44-50. 
 
Gems, D. & Partridge, L. (2008). Stress-response hormesis and aging: that which does 
not kill us makes us stronger. Cell Metabolism, 7(3): 200–203.   
 
Goldstein, E., Little, R. R., Wiedmeyer, H. M., England, J. D., Rohlfing, C. L.  (1993). 
Glycohemoglobin testing in diabetes mellitus: assay methods and clinical 
 64 
   
interpretation. In: J.R. Vasselli, C.A. Maggio, A. Scriabine, (Eds.), Drugs in 
Development. Vol. 1 (pp. 253-267). Branford, CT: Neva Press. 
 
Gonder-Frederick, L., Zrebiec, J., Bauchowitz, A., Lee, J., Cox, D., Ritterband, L., 
Kovatchev, B., & Clarke, W. (2008). Detection of hypoglycemia by children with 
Type 1 diabetes 6 to 11 years of age and their parents: a field study. Pediatrics, 
121(3), e489-e495. 
 
Gonder-Frederick, L. A., Fisher, C. D., Ritterband, L. M., Cox, D. J., Hou, L., DasGupta, 
A. A., & Clarke, W. L. (2006). Predictors of youth and parent fear of 
hypoglycemia in adolescents with type 1 diabetes and their parents. Pediatric 
Diabetes, 7, 215-222. 
 
Gonder-Frederick, L. A., Julian, D. M., Cox, D. J., Clarke, W. L., & Carter, W. R. 
(1988).    Self-measurement of blood glucose. Accuracy of self-reported data and 
adherence to recommended regimen. Diabetes Care, 11(7), 579-585. 
 
Grant, R. W. & Meigs, J. B. (2006). Overcoming barriers to evidence-based diabetes 
care.  Current Diabetes Reviews 2(2), 261-269. 
 
Grey, M. & Thurber, F. W. (1991). Adaptation to chronic illness in childhood: diabetes 
mellitus. Journal Of Pediatric Nursing, 6(5), 302-309. 
 
Hardin, D. S. (2003). In: A. W. Meikle (Eds.) Diagnosis and Management of Diabetes in 
Children (pp. 167-192). Totowa, NJ: Humana Press. 
 
Haugstvedt, A., Wentzel-Larsen, T., Graue, M., Søvik, O., & Rokne, B. (2009). Fear of 
hypoglycaemia in mothers and fathers of children with Type 1 diabetes is 
associated with poor glycaemic control and parental emotional distress: a 
population-based study. Diabetic Medicine, 27, 72-78. 
 
Haynes, R. B. (1979). In: R. B. Haynes, D. W. Taylor, D. C. Sackett, (Eds.) Compliance 
in Health Care (pp. 1-7). Baltimore, MD: Johns Hopkins University Press. 
 
Helgeson, V. S., Reynolds, K. A., Siminerio, L., Escobar, O., & Becker, D. (2008). 
Parent and adolescent distribution of responsibility for diabetes self-care: links to 
health outcomes. Journal of Pediatric Psychology, 33(5), 497-508. 
 
Hempe, J. M., Gomez R., McCarter R. & Chalew S. A. (2002) High and low hemoglobin 
glycation phenotypes in type 1 diabetes: a challenge for interpretation of glycemic 
control. Journal of Diabetes and its Complications, 16, 313-320. 
 
Hirsch, I. B. & Brownlee, M. (2005). Should minimal glycemic variability become the 




   
Hollingshead, A. B. Unpublished manuscript, Yale University, New Haven, CT, 1975. 
 
Hood, K., Peterson, C. M., Rohan, J. M., & Drotar, D. (2009). Association between 
adherence and glycemic control in pediatric Type 1 diabetes: a meta-analysis. 
 Pediatrics, 124(6), 1171-1179. 
 
Hood, K. K., Rohan, J. M., Peterson, C. M., & Drotar, D. (2010). Interventions with 
adherence-promoting components in pediatric type 1 diabetes: meta-analysis of 
their impact on glycemic control. Diabetes Care, 33(7), 1658-1664. 
 
Iannotti, R. J., Nansel, T. R., Schneider, S., Haynie, D. L., Simons-Morton, B., Sobel, D. 
O., Zeitzoff, L., Plotnick, L. P., & Clark, L. (2006). Assessing regimen adherence 
of adolescents with type 1 diabetes. Diabetes Care, 29(10), 2263-2267. 
 
Ingerski, L. M., Anderson, B. J., Dolan, L. M., & Hood, K. K. (2010).    Blood glucose 
monitoring and glycemic control in adolescence: contribution of diabetes-specific 
responsibility and family conflict. Journal of Adolescent Health, 47(2), 191-197. 
 
Irvine, A., Cox, D., & Gonder-Frederick, L. The youth and parent fear of hypoglycemia 
scale. In: Bradley C., ed. Handbook of Psychology and Diabetes: A Guide to 
Psychological Measurement in Diabetes Research and Practice. Amsterdam; 
Harwood Academic Publishers, 1994: 133-155. 
 
Irvine, A., Cox, D., & Gonder-Frederick, L. (1992). Youth and parent fear of 
hypoglycemia: relationship to physical and psychological symptoms in patients 
with insulin-dependent diabetes mellitus.  Health Psychology, 11, 135-138. 
 
Johnson, S. B. (1986). Assessing daily management in childhood diabetes. Health 
Psychology, 5(6), 545-564. 
 
Johnson, S. B. (1992). Diabetes mellitus in childhood. In D. K. Routh (Ed.), Handbook of 
pediatric psychology (pp. 9-28). New York: Guilford Press. 
 
Johnson, S. B., Pollak, T., Silverstein, J., Rosenbloom, A. L., Spillar, R., McCallum, M., 
& Harkavy, J. (1982). Cognitive and behavioral knowledge about insulin 
dependent diabetes among children and parents. Pediatrics, 69, 708-713. 
 
Johnson, S. B., Perwein, A. R., & Silverstein, J. H. (2000). Response to hypo- and 
hyperglycemia in adolescents with Type 1 diabetes. Journal of Pediatric 
Psychology, 25(3), 171-178. 
 
Jones, H., Edwards, L., Vallis, T. M., Ruggiero, L., Rossi, S. R., Rossi, J. S., Greene, G., 
Prochaska, J. O., & Zinman, B. (2003). Changes in diabetes self-care behaviors 
make a difference in glycemic control: the Diabetes Stages of Change (DiSC) 
study. Diabetes Care, 26(3), 732-737. 
 
 66 
   
Kawachi, I., & Kennedy, B. P. (1997). Socioeconomic determinants of health: Health and 
social cohesion: Why care about income inequality? British Medical Journal, 314, 
1037. 
 
Kim, S.K., Kwon, S.B., Yoon, K.H., Ahn, K.J., Kang, J.G., Jung, H.S., Kang, E.S., Kim, 
J.H., & Kim, K.W. (2011).  Assessment of glycemic lability and severity of 
hypoglycemia in Korean patients with type 1 diabetes. Endocrine Journal, 58(6), 
433-440. 
 
Kohnert, K. D., Vogt, L., Augstein, P., Heinke, P., Zander, E., Peterson, K., Freyse, E. J., 
& Salszieder, E. (2009). Relationships between glucose variability and 
conventional measures of glycemic control in continuously monitored patients 
with type 2 diabetes. Hormone and Metabolic Research, 41, 137-141. 
 
Kovacs, M., Goldston, D., Obrosky, D. S., & Bonar, L. K. (1997). Psychiatric disorders 
in youths with IDDM: rates and risk factors. Diabetes Care, 20(1), 36-44. 
 
Kovacs, M., Iyengar, S., Goldston, D., Stewart, J., Obrosky, S., Marsh, J. (1990). 
Psychological functioning of children with insulin-dependent diabetes mellitus: a 
longitudinal study. Journal of Pediatric Psychology, 15(5), 619-632. 
 
Kovatchev, B. (2006). Is glycemic variability important to assessing antidiabetes 
therapies? Current Diabetes Reports, 6(5), 350-356. 
 
Kovatchev, B. P., Gonder-Frederick, L. A., Cox, D. J., & Clarke, W. (1997).  
Symmetrization of the blood glucose measurement scale and its applications. 
Diabetes Care, 20(11), 1655-1658. 
 
Kovatchev, B., Otto, E., Cox, D., Gonder-Frederick, L., & Clarke, W. (2006). Evaluation 
of a new measure of glycemic variability in diabetes. Diabetes Care, 29(11), 
2433-2439. 
 
Laffel, L. M. B., Vangsness, L., Connell, A., Goebel-Fabbri, A., Butler, D., & Anderson, 
B. J. (2003).  Impact of ambulatory, family focused teamwork intervention on 
glycemic control in youth with type 1 diabetes. Journal of Pediatrics, 142, 409-
416. 
 
Lavigne, J. V. & Faier-Routman, J. (1992). Psychological adjustment to pediatric 
physical disorders: a meta-analytic review. Journal of Pediatric Psychology, 
17(2), 133-157. 
 
Lawton, J. & Rankin, D. (2010). How do structured education programmes work? An 
ethnographic investigation of the dose adjustment for normal eating (DAFNE) 




   
Lenane, M. C., Swedo, S., Leonard, H., Pauls, D., Sceery, W., & Rapoport, J. (1990). 
Psychiatric disorders in first degree relatives of children and adolescents with 
obsessive compulsive disorder. Journal of the American Academy of Child 
Adolescent Psychiatry, 29, 407–412. 
 
Lenhard, M. J. (2006).  A new look at patient selection criteria for continuous 
subcutaneous insulin infusion (CSII). Diabetes Research & Clinical Practice, 
74(S2), 140-143. 
 
Lenters-Westra, E. & Slingerland, R. J. (2008). Hemoglobin A1c determination in the 
A1C-Derived Average Glucose (ADAG) study. Clinical Chemistry & Laboratory 
Medicine, 46(11), 1617-1623. 
 
Levine, B. S., Anderson, B. J., Butler, D. A., Brackett, J., & Laffel, L. (2001). . Predictors 
of glycemic control and short-term adverse outcomes in youth with type 1 
diabetes. Journal of Pediatrics, 139, 197-203. 
 
Lewin, A. B., Heidgerken, A. D., Geffken, G. R., Williams, L. B., Storch, E. A., Gelfand, 
K. M., & Silverstein, J. H. (2006). The relation between family factors and 
metabolic control: the role of diabetes adherence. Journal of Pediatric 
Psychology, 31(2), 174-183. 
 
Litt, I. F., & Cuskey, W. R. (1980). Compliance with medical regimens during 
adolescence. Pediatric Clinics of North America, 27, 3-15. 
 
Lobmann, R., Smid, H., Pottag, G., Wagner, K., Heinze, H. J., & Lehnert, H. (2000). 
Impairment and recovery of elementary cognitive function induced by 
hypoglycemia in Type 1 diabetic patients and healthy controls. The Journal of 
Clinical Endocrinology & Metabolism, 85, 2758-2768. 
 
Ludvigsson, J. & Nordfeldt, S. (1998). Hypoglycemia during intensified insulin therapy 
of children and adolescents.  Pediatric Endocrinology & Metabolism, 11, 159-
166. 
 
Mandali, S. L. & Gordon, T. A., (2009).    Management of type 1 diabetes in schools: 
whose responsibility? Journal of School Health, 79(12), 599-601. 
 
Marfella, R., Barbieri, M., Grella, R., Rizzo, M. R., Nicoletti, G. F., & Paolisso, G. 
(2010). Effects of vildagliptin twice daily vs. sitagliptin once daily in 24-hour 
acute glucose fluctuations. Journal of Diabetes and Its Complications, 24, 79-83. 
 
Marrero, D. G., Guare, J. C., Vandagriff, J. L., & Fineberg, N. S. (1997).  Youth and 
parent fear of hypoglycemia in the parents of children and adolescents with 
diabetes: Maladaptive or healthy response? Diabetes Education, 23, 281–286. 
 
 68 
   
Mayo Foundation for Medical Education and Research, (2010). Diabetic Retinopathy. 
Retrieved from http://www.mayoclinic.com/health/diabetic-retinopathy/DS00447 
 
McClure, E. B., Brennan, P. A., Hammen, C., & Le Brocque, R. M. (2001). Parental 
anxiety disorders, child anxiety disorders, and the perceived parent–child 
relationship in an Australian high-risk sample. Journal of Abnormal Child 
Psychology, 29, 1–10. 
 
Mehta, S. N., Quinn, N., Volkening, L. K., & Laffel, L. M. B. (2009). Impact of 
carbohydrate counting on glycemic control in children with type 1 diabetes. 
 Diabetes Care, 32(6), 1014-1016. 
 
Mehta, S. N., Volkening, L. K., Amderson, B. J., Nansel, T., Weissberg-Benchell, J., 
Wysocki, T., & Laffel, L. M. B. (2008). Dietary behaviors predict glycemic 
control in youth with Type 1 diabetes. Diabetes Care, 31(7), 1318-1320. 
 
Miller-Johnson, S., Emery, R. E., Marvin, R. S., Clarke, W., Lovinger, R., & Martin, M. 
(1994). Parent- child relationships and the management of insulin-dependent 
diabetes mellius. The Journal of Consulting and Clinical Psychology, 62(3), 603-
610. 
 
Monnier, L. & Colette, C. (2008). Glycemic variability: should we and can we prevent it? 
Diabetes Care, 31(S2), S150-S154. 
 
Mortensen, H. B. & Hougaard, P. (1997). Comparison of metabolic control in a cross-
sectional study of 2,873 children and adolescents with IDDM from 18 countries. 
 Diabetes Care, 20(7), 714-720. 
 
Müller-Godeffroy, E., Treichel, S., & Wagner, V. M. (2009).  Investigation of quality of 
life and family burden issues during insulin pump therapy in children with Type 1 
diabetes mellitus—a large-scale multicentre pilot study. Diabetic Medicine, 26, 
493-501. 
 
Nathan, D. M., Kuenen, J., Borg, R., Zheng, H., Schoenfeld, D., & Heine, R. J. (2008). 
Translating the A1C assay into estimated average glucose values. Diabetes Care, 
31(8), 1473. 
 
Neithercott, T. (Jan. 4, 2011).  2011 Continuous Glucose Monitors. Diabetes Forecast: 
The Healthy Living Magazine. Retrieved from 
http://forecast.diabetes.org/magazine/features/2011-continuous-glucose-monitors. 
 
Nyomba, B. L., Berard, L., & Murphy, L. J. (2002). The cost of self-monitoring of blood 
glucose is an important factor limiting glycemic control in diabetic patients. 
Diabetes Care, 25(7), 1244-1245. 
 
 69 
   
Olson, E. A., & Luciana, M. (2008). The development of prefrontal cortex functions in 
adolescence: Theoretical models and a possible dissociation of dorsal versus 
ventral subregions. In C. A. Nelson & M. Luciana (Eds.), Handbook of 
developmental cognitive neuroscience (2nd ed., pp. 575–590). Cambridge, MA: 
MIT Press. 
 
Pereira, M. G., Berg-Cross, L., Almeida, P., & Machado, J. C. (2008). Impact of family 
environment and support on adherence, metabolic control, and quality of life in 
adolescents with diabetes. International Journal of Behavioral Medicine, 15(3), 
187-193. 
 
Pinhas-Hamiel, O., Tzadok, M., Hirsh, G., Boyko, V., Graph-Barel, C., Lerner-Geva, L., 
& Reichman, B. (2010). The impact of baseline hemoglobin A1C levels prior to 
initiation of pump therapy on long-term metabolic control. Diabetes Technology 
& Therapeutics, 12(7), 567-573. 
 
Polonsky, W. H., Davis, C. L., Jacobson, A. M., & Anderson, B. J. (1992). Correlates of 
hypoglycemic fear in Type 1 and Type 2 diabetes mellitus. Health Psychology, 
11, 199-202. 
 
Puczynski, S., Puczynski, M. S., & Ryan, C. M. (1992). Hypoglycemia in children with 
insulin-dependent diabetes mellitus. The Diabetes Educator, 18(2), 151-153. 
 
Raile, K., Kapellen, T., Schweiger, A., Hunkert, F., Nietzschmann, U., Dost, A., & Kiess, 
W. (1999). Physical activity and competitive sports in children and adolescents 
with type 1 diabetes. Diabetes Care, 22, 1904–1905. 
 
Renard, E. (2005). Monitoring glycemic control: the importance of self-monitoring of 
blood glucose. American Journal of Medicine, 118(9a), 12S-19S. 
 
Rizzo, M. R., Marfella, R., Barbieri, M., Boccardi, V., Vestini, F., Lettieri, B., Canonico, 
S., & Paolisso, G. (2010). Relationships between daily acute glucose fluctuations 
and cognitive performance among aged type 2 diabetic patients. Diabetes Care, 
33(10), 2169-2174. 
 
Rodbard, D. (2009). New and improved methods to characterize glycemic variability 
using continuous glucose monitoring. Diabetes Technology & Therapeutics, 
11(9), 551-565. 
 
Rodbard, D., Bailey, T., Jovanovic, L., Zisser, H., Kaplan, R., & Garg, S. K. (2009). 
Improved quality of glycemic control and reduced glycemic variability with use 
of continuous glucose monitoring. Diabetes Technology & Therapeutics, 11(11), 
717-723. 
 
Rodbard, D., Jovanovic, L., & Garg, S. K. (2009). Responses to continuous glucose 
monitoring in subjects with type 1 diabetes using continuous subcutaneous insulin 
 70 
   
infusion or multiple daily injections. Diabetes Technology & Therapeutics, 
11(12), 757-765. 
 
Rohlfing, C. L., Wiedmeyer, H. M., Little, R. R., England, J. D., Tennill, A., & 
Goldstein, D. E. (2002). Defining the Relationship Between Plasma Glucose and 
HbA1c. Diabetes Care, 25(2), 275-278. 
 
Rovner, A. J., Nansel, T. R., & Gellar, L. (2009). The effect of a low-glycemic diet vs a 
standard diet on blood glucose levels and macronutrient intake in children with 
type 1 diabetes.  Journal of the American Dietetic Association, 109(2), 303-307. 
 
Ryan, C. M., Atchison, J., Puczynski, S., Puczynski, M., Arsianian, S., Becker, D. (1990). 
Mild hypoglycemia associated with deterioration of mental efficiency in children 
with insulin-dependent diabetes mellitus. The Journal of Pediatrics, 117(1), 32-
38. 
 
Sackett, D., Snow, J. (1979). The magnitude of compliance and noncompliance. In R. 
Haynes, D. Taylor, & D. Sackett (Eds.), Compliance in health care (pp. 11-22). 
Baltimore: Johns Hopkins Press. 
 
Sander, E. P., Odell, S., & Hood, K. K. (2010).    Diabetes-specific family conflict and 
blood glucose monitoring in adolescents with type 1 diabetes: mediational role of 
diabetes self-efficacy. Diabetes Spectrum, 23(2), 89-94. 
 
Scibilia, J., Finegold, D., Dorman, J., Becker, D., Drash, A., (1986). Why do children 
with diabetes die? Acta Endoncrinologica, Supplementum, 279, 326-333. 
 
Secrest, A. M., Costacou, T., Gutelius, B., Miller, R. G., Songer, T. J., & Orchard, T. J. 
(2011). Association of socioeconomic status with mortality in type 1 diabetes: the 
Pittsburgh epidemiology of diabetes complications study. Annals of 
Epidemiology, 21(5), 367-373. 
 
Service, F., Molnar, J. D., Rosevear, J. W., Ackerman, E., Gatewood, L. C., & Taylor, W. 
F. (1970). Mean amplitude of glycemic excursions, a measure of diabetic 
instability. Diabetes, 19(9), 644-655. 
 
Service, F. J., & O’Brien, P. (2007). Influence of glycemic variables on hemoglobin A1c. 
Endocrine Practice, 13(4), 350-354. 
 
Shiu, A. T. & Wong, R. Y. (2002). Fears and worries associated with hypoglycemiua and 
diabetes complications: perceptions and experiences of Hong Kong Chinese 
clients. Journal of Advanced Nursing, 39, 155-163. 
 
Silverstein, J., Klingensmith, G., Copeland, K., Plotnick, L., Kaufman, F., Laffel, L., 
Deeb, L., Grey, M., Anderson, B., Holzmeisters, L. A., & Clark, N. (2005).  Care 
 71 
   
of children and adolescents with type 1 diabetes: a statement of the American 
Diabetes Association.  Diabetes Care, 28(1), 186-212. 
 
Singer, D. E., Coley, C. M., Samet, J. H., Nathan, D. M. (1989). Tests of glycemia in 
diabetes mellitus: their use in establishing a diagnosis and in treatment. Annals of 
Internal Medicine, 110(2), 125-137. 
 
Springer, D., Dziura, J., Tamborlane, W. V., Steffen, A. T., Ahern, J. H., Vincent, M., & 
Weinzimer, S. A. (2006). Optimal control of type 1 diabetes mellitus in youth 
receiving intensive treatment. The Journal of Pediatrics, 149(2), 227-232. 
 
Strawhacker, M. T. (2001). Multidisciplinary teaming to promote effective management 
of type 1 diabetes for adolescents. Journal of School Health, 71(6), 213-217. 
 
Sultanpur, C. M., Deepa, K., & Kumar, S. V. (2010). Comprehensive review on HbA1c 
in diagnosis of diabetes mellitus. International Journal of Pharmaceutical 
Sciences Review & Research, 3(2), 119-122. 
 
Susman-Stillman, A., Hyson, D. M., Anderson, F. S. & Collins, W. A. Adolescent 
psychosocial development and adherence to treatment for insulin-dependent 
diabetes mellitus, in: J.A. McNamara, C.A. Trotman (Eds.), Creating the 
Compliant Patient, Center for Human Growth and Development, Ann Arbor, MI, 
1997, pp. 73–101. 
 
Tahara, S. K. (1993). The response of GHb to stepwise plasma glucose change over time 
in diabetic patients. Diabetes Care 16, 1313–1314. 
 
Tahirovic, H. & Toromanovic, A. (2010).    Glycemic control in diabetic children: role of 
mother’s knowledge and socioeconomic status. European Journal of Pediatrics, 
169(8), 961-964. 
 
Tamborlane, W. V., Kollman, C., Steffes, M. W., Ruedy, K. J., Dongyuan, X., Beck, R. 
W., Chase, P., Fox, L. A., Wilson, D. M., & Tsalikian, E. (2005). Comparison of 
fingerstick hemoglobin A1c levels assayed by DCA 2000 with the DCCT/EDIC 
central laboratory assay: results of a Diabetes Research in Children Network 
(DirecNet) Study. Pediatric Diabetes, 6(1), 13-16. 
 
Turner, S. M., Beidel, D. C., & Costello, A. (1987). Psychopathology in the offspring of 
anxiety disorders patients. Journal of Consulting and Clinical Psychology, 55(2), 
229-235. 
 
Vanelli, M., Cerutti, F., Chiarelli, F., Lorini, R., & Meschi, F. (2005). Nationwide cross-
sectional survey of 3560 children and adolescents with diabetes in Italy. Journal 
Of Endocrinological Investigation, 28(8), 692-699. 
 
 72 
   
Vanelli, M., Corchia, M., Iovane, B., Gelmetti, C., Mele, A., La Cava, S., & Chiari, G. 
(2006). Outside-hospital assistance for children and adolescents with type 1 
diabetes mellitus. Acta Bio-Medica, 77(3), 163-167. 
 
Wearden, A. J., Hynd, K., Smith, H., Davies, R., & Tarrier, N. (2006). Idiosyncratic 
personal explanations for blood glucose events are associated with poorer self-
management and glycemic control in adult patients with long-standing type 1 
diabetes. Diabetes Care, 29( 6), 1208-13. 
 
Weinzimer, S. A., Beck, R. W., Chase H. P., Fox, L. A., Buckingham, B. A., 
Tamborlane, W. V., Kollman, C., Coffey, J., Xing, D., & Ruedy, K. J. (2005). 
Accuracy of newer-generation home blood glucose meters in a Diabetes Research 
in Children Network inpatient exercise study. Diabetes Technology & 
Therapeutics, 7, 675-680. 
 
Weissberg-Benchell, J., Goodman, S. S., Lomaglio, J. A., & Zebracki, K. (2007). The use 
of continuous subcutaneous insulin infusion (CSII): parental and professional 
perceptions of self-care mastery and autonomy in children and adolescents. 
Journal of Pediatric Psychology, 32(10), 1196-1202. 
 
Wild, D, Maltzahn, R, Brohan, E, Christensen, T, Clauson, P, & Gonder-Frederick, L, 
(2007).  A critical review of the literature on youth and parent fear of 
hypoglycemia in diabetes: Implications for diabetes management and patient 
education. Patient Education & Counseling, 68(1): 10-5. 
 
Williams, L. B., Laffel, L. M., & Hood, K. K. (2009). Diabetes-specific family conflict 
and psychological distress in pediatric Type 1 diabetes. Diabetes Medicine, 26(9), 
908-914. 
 
Wolever, T. M., Hamad, S., Chiasson, J. L., Josse, R. G., Leiter, L. A., Rodger, N. W., 
Ross, S. A., Ryan, E. A. (1999). Day-to-day consistency in amount and source of 
carbohydrate associated with improved blood glucose control in type 1 diabetes. 
Journal of American College of Nutrition, 18, 242–247. 
 
T. Wysocki, P. Greco, L. M. Buckloh, Childhood diabetes in psychological context, in: 
M. C. Roberts (Ed.), Handbook of Pediatric Psychology, 3rd ed., Guilford, New 
York, 2003, pp. 304–320. 
 
Wysocki, T., Hough, B. S., Ward, K. M., Murgai, N. (1992). Use of blood glucose data 
by families of children and adolescents with IDDM. Diabetes Care, 15(8), 1041-
1044. 
 
Wysocki, T., Nansel, T. R., Holmbeck, G. N., Chen, R., Laffel, L., Anderson, B. J., & 
Weissberg-Benchell, J. (2009). Collaborative involvement of primary and 
secondary caregivers: associations with youths’ diabetes outcomes. Journal of 
Pediatric Psychology, 34(8), 869-881. 
 
 73 






























* attached in PDF document 
 
 
                                                                    Appendix E 
 
 





















                                                                          Vita 
 
Adrienne Paige Borschuk was born on June 23, 1987 in Baltimore, Maryland. She 
received her Bachelor of Arts in Psychology from Syracuse University and graduated 
magna cum laude in May 2009. She served as a research assistant for the Diabetes 
Adolescent Research Team one year prior to starting the Doctoral program at Virginia 
Commonwealth University. 
